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From the Commander 



We Do Know 



One of the frequently voiced com- 
plaints I hear is, "You people in 
Washington don't really understand 
what is going on." Implicit in these 
pejorative words is that those of us in 
the leadership of Navy medicine have 
failed to understand the dilemma 
imposed on those of you "in the 
trenches." That dilemma is our two- 
dimensional mandate to support our 
wartime contingency role and, at the 
same time, provide an affordable, 
peacetime health care system. This sys- 
tem itself is supposed to offer almost 
unlimited access, a constantly expand- 
ing diagnostic and therapeutic capa- 
bility, and be of a quality we can be 
proud. Moreover, it must satisfy both 
the self-imposed and external expecta- 
tions of responsibility and accounta- 
bility. 

The truth is that we do know and 
understand the problem. As one of my 
staff recently wrote, "We are con- 
fronted with what appear to be bla- 
tant irrationalities. We sometimes do 
not have the resources to do what is 
expected of us. We are asked to in- 
crease our productivity in the face of 
resources inadequate to do what we 
were doing previously. We do not have 
the right mix of people nor do we seem 
to be able to influence the process that 
provides the mix we do receive. It is all 
very frustrating." It is frustrating and 
we know it. It is almost as if we were 
told to build a single ship and use it on 
alternate days as an attack submarine 
and an aircraft carrier. 

It not only is frustrating but also 
confusing to those of you who must 
respond to our often inadequately 
transmitted signals. There is an un- 



avoidable — some might say impos- 
sible — conflict between our primary 
mission of contingency support and 
wartime readiness and our secondary 
mission of medical care to an uncon- 
strained constituency. On the one 
hand we provide constantly increasing 
man-years of support to our deploying 
forces, utilizing those skilled personnel 
whose contingency operational role is 
well established and with whom, on 
the other hand, we are trying to in- 
crease our in-house ability in order to 
reduce CHAM PUS expenditures. The 
efforts of this same group — our sur- 
geons, orthopedists, anesthesiologists, 
anesthetists, and technicians — is 
further diluted by their constant in- 
volvement in training programs to 
meet and match our expanding 
deployable assets. 

We know that you have other con- 
cerns. Our management process has 
become increasingly complex. We ap- 
preciate the reality that the resources 
to support these almost revolutionary 
changes, for the most part, have been 
drawn from assets formerly devoted to 
your direct support. We also recognize 
that their loss has significantly affected 
your ability to provide care. At the 
same time we keep saying "do more." 
Each time we have asked, you have 
responded. But as someone recently 
wrote me, "We understand that our 
priorities were erroneous — not 
irrational- but inconsistent with the 
Navy's mission. We really do under- 
stand that now. Those who couldn't 
accept the concept of why the Medical 
Department exists are nearly gone by 
attrition. We remain confused that the 
new requirement appears to be 'we 



want it both ways,' but with the same 
or fewer personnel and dollars." 

Believe me, we have the message and 
it is being addressed. From the Assist- 
ant Secretary of Defense for Health 
Affairs through every echelon of the 
Navy, there is a thorough understand- 
ing of the reality of today's environ- 
ment of competing imperatives and 
the need to restructure our and your 
efforts consistent with the resources 
available. The Assistant Secretary of 
Defense has directed pilot programs 
which in part will allow for the pur- 
chasing of care from the private sector 
to augment our capability. At the 
direction of the Surgeon General, we 
are exploring the potential for in- 
creased contractual support as well as 
evaluating the consolidation and re- 
alignment of some of our services in 
order to maximize their effectiveness. 
And always, there is the ongoing, con- 
stant, and logical reiteration of our 
valid needs in support of resource 
acquisition. 

Nothing is easy nor will it be. We 
respond to direction and mandates we 
know are too often inadequately trans- 
mitted. Navy medical requirements 
are only a small part of a vast interplay 
whose ultimate goal is the defense of 
our country and freedom. As always, 
your part, your understanding, al- 
though seemingly insignificant, will be 
the critical element in our ultimate 
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Feature 



Insuring Success to the 
Most Qualified 



CAPT Robert E. Cassidy, DC, USN 



How many limes have you read a selection 
list and asked, "Why did that board not 
select John Jones? I just don't understand 
it. He is a superb officer." Worse yet, after 
reading the same list, you ask, "How did 
Sam Smith ever get selected? He was only a 
marginal performer when I knew him and I 
hear he hasn't improved." If Jones and/ or 
Smith worked for you, indeed you may 
have contributed lo their nonselection and 
selection respectively. Vou might not have 
written a good fitness report on these offi- 
cers. Not that the evaluation of these offi- 
cers was nol fair, but rather the quality of 
your written evaluation was poor. 

One of the most peculiar occurrences in 
life is the failure of the accomplished to 
succeed or the success of the unqualified. 
The selection process within the Navy is 
the best possible system available. The 
more opportunities that I have to serve on 
various selection boards, as well as to 
observe the results of other selection 
boards, the more confidence I have in the 
system. Although not perfect, in the vast 
majority of cases, it works. However, a 
major weakness in the system is poor qual- 
ity evaluations written by reporting 
seniors. 

Within the past few years the fitness 
reports of officers in the Medical Depart- 
ment have gained increased importance. In 
addition to being reviewed for promotion 
and augmentation as in the past, they are 
now reviewed in selecting officers for grad- 
uate training, special pay entitlements, re- 
tention, assignment, and command. 
Indeed, the fitness report is the primary 
tool used for comparing officers and arriv- 
ing at career decisions with respect to 
future service. With the recent restructure 
of the Medical Department including the 
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development of 2XXX billets which are to 
be filled by the best qualified regardless of 
corps, it becomes imperative that alt 
reporting seniors have a similar plan in 
evaluating various subordinate officers. 

The purpose of this article is to help 
improve your ability to write fitness 
reports. As with any other skill, the writing 
of fitness reports must adhere to certain 
principles and rules. Once these have been 
mastered, this skill is developed to meet an 
individual's style. However, one becomes 
proficient only after diligent practice. 

Prior Considerations 

Unlortunately, many of us have ob- 
served in the past the hectic last minute 
efforts by reporting seniors and admin- 
istrative staff attempting to complete a fit- 
ness report prior to its due date. In 
contrast, the preparation for writing u fit- 
ness report should begin the firsl day of the 
reporting period. At a conference with the 
officer the immediate supervisor should 
establish performance goals for the 
upcoming reporting period. It's important 
to let the officer know what will be 
expected of him. During the period, the 
senior should provide continual feedback 
concerning progress on a periodic basis 
such as at a monthly conference. Hope- 
fully, more positive than negative com- 
ments will be provided at these 
conferences. 

If the officer is not meeting your stand- 
ards in some area such as grooming regula- 
tions, working hours punctuality, or the 
like, counsel the officer immediately rather 
than waiting for the end of the evaluation 
period. II the officer is not counseled at the 
time these transgressions occur, he/she 
has every reason to believe that his/her 
actions are acceptable to you. It certainly is 
unfair to call an officer to task for unac- 
ceptable actions that took place over an 
extended period when no effort was made 



to counsel the officer at the time of his sub- 
standard performance. In addition, during 
the evaluation period, present challenges 
in categories that you will be required to 
evaluate on future fitness reports. Exam- 
ples of these challenges are having the 
officers make oral presentations to in-ser- 
vice training groups that you attend and by- 
having them write a report for your review 
on a meeting or conference that they 
attended. Two areas that are poorly 
judged, particularly with junior officers 
due to lack of opportunity, are writingand 
speaking skills. It is important to provide 
objective criticism and feedback on these 
oral and written reports. 

A confidential personal log should be 
kepi on subordinates. During the evalua- 
tion period, enter important items. This 
provides documentation for the estab- 
lished goals at the start of the evaluation 
period, verbal compliments received con- 
cerning performance, dates and topics of 
conferences and counseling sessions, your 
periodic evaluation of performance noting 
specific accomplishments, and similar 
entries. In addition, establish a personal 
file for the officer to include important 
documents and correspondence such as 
copies of "atta boys" the command receives 
concerning the officer's accomplishments, 
participation in correspondence courses, 
CME credits earned, specialty board 
results, etc. Insure that the log and file 
contain positive as well as negative com- 
ments. Remember that the officer has the 
right to review both the confidential log 
and the personal file. 

Pre-evaluation Review 

Before actually sitting down to write the 
fitness report, the reporting senior should 
ask himself some very basic questions. 
Should the officer be in the Navy? Should 
he be promoted? The answer to these ques- 
tions are not always simple and lead to 
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other questions. How has the officer's par- 
ticular department or clinic contributed to 
the overall accomplishment of the com- 
mand's mission? How did he contribute? 
Have all commitments been met in a timely 
manner? What have been the results of 
various inspections (IG, JCAH, ADA, 
etc.) and what role did the officer play? 
What problems have been encountered 
and how successfully did he solve those 
problems while precluding other potential 
problems? Did he perform significant 
duties and services that can be recognized 
in a fitness report or should some further 
recognition of performance be considered? 
The subjective impression of the officer 
that the reporting senior has developed 
must now be documented by objective 
facts. The reporting senior should request 
input from the officer as in the sample 
memorandum (Fitness Report Brief 
She'd). Hopefully, it is command policy 
that the officer's immediate supervisor ini- 
tiates the fitness report. However, if this is 
not policy, review the evaluation provided 
by the immediate supervisor and then the 
input from the officer. Now is the time to 
review Tor documentation the contents of 
the confidential log and the personal file. 

Grading 

Proper administrative preparation will 
save much time. Few of us are fitness 

report experts so request assistance from 
your administrative staff concerning the 
latest regulations on fitness reports.(/-J) 
Also review personally timely articles on 
the writing of these evaluations.{4-(5) 

Take adequate time to prepare for eva- 
luating the officer and for writing the fit- 
ness report itself. How much time should 
this take? As a rule of thumb, the same time 
you think your reporting senior should 
take in preparing and writing your own 
fitness report. 

Do not evaluate an officer low on his 
initial evaluation with the intent of raising 
his evaluation in subsequent reports. Each 
report of itself should be able to stand 
alone. Indeed, it is well within the realm of 
possibility that an officer deserves to 
receive a I percent fitness report with a 
recommendation for early promotion on 
his initial evaluation from you. 

In evaluating your subordinates apply 



uniform standards. Be honest and fair in 
your judgments. Haering(4) discusses very 
well the dangers of a "false-positive" 
report. In grading, also be cognizant of the 
halo effect. 

It is imperative to know the climate in 
which the officer is competing. Official 
directives(Z-J) are very explicit in evaluat- 
ing subordinates so that all these evalua- 
tions considered together would fit a bell 
curve. In real life this does not occur. 
Unfortunately, inflation and grade creep 
have affected officer evaluations so that 
grades are now skewed to the left. You 
must beaware of what level of evaluation is 
required for the various types of selection 
for which the report will be screened. Your 
ignorance in this area could cause irrevoca- 
ble damage to an officer's career. 

Compare the officer with other officers 
of: 

• the same rank, 

• approximately same time in grade, and 

• similar competitive category. 

Compare: 

• Dental Corps officers with Dental 
Corps officers, 

• Nurse Corps officers with Nurse Corps 
officers, 

• Medical Service Corps officers with 
Medical Service Corps officers, and 

• Medical Corps officers with Medical 
Corps officers. 

Appraisal Worksheet 

The appraisal worksheet is the guideline 
for the smooth OCR report on the fitness 
of an officer. The first portion provides 
administrative information concerning the 
officer being evaluated and on the report- 
ing senior. The next section contains in- 
depth elements for each of the aspects of 
the individuals performance that you will 
judge. The marks in these sub-items will 
provide guidance as to the final grade that 
should be given in each category and also 
the strength of that grade (e.g., a "high B" 
or a "low A") which will be of benefit when 
you rank the officers judged to receive the 
same overall grade evaluations. All blocks 
on the form should receive a letter grade. 
However, when uncertain of the officer's 
evaluation in a category due to your lack of 
familiarity with his performance in a par- 



ticular area, do not assign an arbitrary 
grade. If an arbitrary grade is assigned, it 
may be too low which is unfair or may be 
too high which is unfair to the officer's 
peers who have legitimately earned that 
high grade. The only fair evaluation in this 
instance is to provide a letter grade of "N" 
(not observed or not applicable). The final 
section of the appraisal worksheet is the 
comments section. 

Comments Section 

The comments section is the most 
important part of the fitness report. It is in 
this area that the reporting senior must 
document with supporting evidence 'Ms- 
grades previously marked in the various 
categories. In addition, other information 
not covered in the graded categories per- 
taining to performance should be included. 
Clarity cannot be overemphasized, for this 
part of the fitness report is subject to the 
greatest misinterpretation. 

In an effort to provide structure as well 
as uniformity to the fitness reports of offi- 
cers in the Medical Department, the com- 
ments sections should be written in a seven 
paragraph format. 

The first paragraph should set the tone 
for the rest of the report. The initial state- 
ment should be the classical topic sentence 
providing information as to who, what, 
when, where, and the officer's overall 
evaluation. 

The second paragraph graphically 
paints a brief word picture of the indi- 
vidual. Whatsets this officer a part from his 
peers? 

The third paragraph is an evaluation of 
the officer as a health care specialist. Com- 
ment should be made concerning the qual- 
ity of the services provided as a clinician, 
an educator, a researcher, and an 
administrator. 

The fourth paragraph describes perfor- 
mance as a naval officer- both primary 
and collateral duties. This should not be a 
"laundry list" of duties, but rather how the 
officer accomplished each of his assigned 
duties. Leadership qualities should be dis- 
cussed in this area. 

The fifth paragraph discusses interac- 
tion with the civilian community including 
professional, civic, and educational activi- 
ties. Indicate professional organizations to 
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which the officer belongs and note any 
leadership positions held. Also mention 
professional presentations made to civilian 
organizations. 

The sixth paragraph is a discussion of 
honors and awards received. Included in 
this part should be military decorations, 
letters of appreciation, and civilian honors. 

The final paragraph is the most impor- 
tant. Based on the preceding grades and 
comments, it is here that the reporting 
senior makes his recommendations con- 
cerning the officer's future. Specific recom- 
mendations should be madeconcerninga// 
categories for which the officer is eligible, 
such as special pays, future assignments, 
retention, administrative assignments, and 
promotion. If eligible in a category and no 
recommendation is written, this omission 
may be interpreted as a negative, It is sug- 
gested that thestrength of your recommen- 
dations in ascending order be: 

• not recommended 

• recommended 

• highly recommended 

• very or most highly recommended 

• strongly recommended 

• very or most strongly recommended 

Recommendations 

The comments section does not have to 
be the great American novel, but do make 
words count and avoid stereotyped phases. 
In supporting the grades that you made in 
the previous section, comments should be 
specific, as well as objective. Selectively 
underline and use bullets for emphasis. 
Overuse of these techniques will soon 
cause them to lose impact, Although you 
are only required to rank officers evaluated 
for early promotion, it is highly recom- 
mended that in the comments section men- 
tion is made of the officer's ranking within 
a particular grade category. If you do not 
provide this evaluation, then the selection 
board will make this determination and 
their ranking of the officer within a cate- 
gory may not coincide with your actual 
evaluation. 

Insure that specific areas are addressed 
in the comments section as directed by offi- 
cial refcrences.{/-3) For example, these 
include such topics as the final results of 
NJP proceedings, UCMJ infractions, an 
officer's significant weaknesses, and medi- 
cal conditions necessitating hospitaliza- 



Fitness Report Brief Sheet 

Date: I June 1984 

From: Commanding Officer 

To: Officers attached to Naval Dental Clinic, Newport 

Subj: FITNESS REPORT BRIEF SHEET; COMPLETION OF 

End: (1) Fitness Report Brief Sheet 

1. In order to consider everything which would reflect credit upon your perform- 
ance, forward via the chain of command to the commanding officer, within two 
weeks of receipt of this memorandum, all items of accomplishment which you 
think would be appropriate for inclusion in your current fitness report. Enclosure 
(1) is provided to assist you in organizing this information and additional pages 
may be utilized. 

2. Use extreme care and accuracy in filling out enclosure (I), in order to provide 
your Department Head, your Clinic Director, the Executive Officer, and the 
Commanding Officer with as much information as possible in preparing your 
fitness report. If you are in doubt concerning whether or not to list an item, please 
include the information in the Fitness Report Brief Sheet. Then your reporting 
senior can judge the appropriateness of the information for inclusion in your fitness 
report. Review your curriculum vitae. This is not the time to be humble. Do not 
underestimate the value of your accomplishments and contributions, 

3. The types of information that should be provided in enclosure (1) are listed 
below. Included are representative examples in each category. Also include a brief 
statement as to the significance or impact of each of these accomplishments. For 
instance, "Fleet Liaison Dental Officer. Since becoming responsible for four ships, 
the number of the average failure rate of the crews of the four ships has been 
reduced from 17 percent to 4 percent" or "Selected by Junior Chamber of Com- 
merce as Woman of the Year. I was selected from over 20,000 eligible career 
business women in the area and was first Naval officer so honored." 

a. BRIEF OF ACCOMPLISHMENT 

(1) Branch Director 

(2) Assistant Dental Officer/ Endodontics Department 

(3) Chairman, Oral Diagnosis Department 

(4) Finance Officer 

b. SPECIAL QUALIFICATIONS 

(1) Diplomate of American Board of Oral Surgery 

c. MEMBERSHIP ON BOARDS AND COMMITTEES 

(1) Member of Precious Metal Inventory Board 

(2) Member of Promotion Board to Commander, Dental Corps, U.S. Navy 

d. COLLATERAL DUTIES 

(1) Member COM (Open) Advisory Board 

(2) Chairman, Navy Relief Annual Fund Drive 

(3) Fleet Laison Dental Officer 

e. SPECIAL PROJECTS COMPLETED OR WORKED ON DURING 
REPORTING PERIOD 

(I) Submitted article, "N-2 is Not for You," for publication in U.S. Navy 
Medicine 
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(2) Developed a time based "unit system" of appointing patients 

(3) Developed curriculum for Red Cross Volunteers 

(4) Passed Part 1 of Exam for Certification by American Board of Endodon- 



tics 



f. SELF IMPROVEMENT ACCOMPLISHMENTS 

(1) Received Master of Arts Degree in Education from Providence College 

(2) Attended C-4 course 

(3) Certified by American Red Cross in cardiopulmonary resuscitation 

(4) Completed Navy Correspondence Course in Operative Dentistry 

(5) Attended Continuing Education Course in Oral Pathology at AEIP 

g. COMMENDATION AND AWARDS 

(1) Awarded Navy Commendation Medal for Service during operation "A 
Way" 

(2) Received Letter of Appreciation from University of Massachusetts 

(3) Awarded Honorary Doctor of Science Degree by University of Rhode 
Island 

h. COMMUNITY AND CIVIC CONTRIBUTIONS 

(1) Taught CPR in evening at Newport Community Center 

(2) Assistant Scoutmaster, Boy Scouts of America — Winter Harbor 

(3) Coach, Soccer Team — Duxbury Boys Club 

(4) Manager, Little League baseball team — Groton 

(5) Director, Brunswick Civic Band 

i. ACTIVE MEMBERSHIP IN PROFESSIONAL ORGANIZATIONS 

(1) American Dental Association 

(2) American Association of Prosthodontists (Vice President) 

(3) Gold Foil Study Club -University of Connecticut 

j. PRESENTED LECTURES TO THE FOLLOWING GROUPS 

(1) New London County Dental Society 

(2) Newport County Dental Assistant Association 

(3) Annual Meeting of the American Dental Association 

(4) Graduate Students, College of Dentistry, Harvard University 

(5) South Shore Hospital Staff 

k. PRESENTED TABLE CLINICS TO THE FOLLOWING GROUPS 

(1) Annual Meeting of New Hampshire State Dental Society 

(2) Annual Meeting of Yankee Dental Conference 
I. OTHER INFORMATION 

(1) Taught Biochemistry at Quincy Community College in evening 

(2) Lay Leader at Community Church of Narragansett Bay 

(3) Selected by Junior Chamber of Commerce "Woman of the Year" — 
Newport 

(4) President of Ballston Spa High School PTA 

(5) Presented Key to City of Portsmouth for outstanding service 

(6) Listed in Who's Who in America 
m. GOALS FOR UPCOMING YEAR 

(1) Attend C-4 

(2) Complete Endodontics Correspondence Course 

(3) Qualify as CPR instructor 

n. FUTURE ASSIGNMENT DESIRES 

(1) Department Head on AD/ AS 

(2) Residency in Periodontics at Bethesda 

R.E. CASS1DY 



tion which may affect the officer's 
performance. On the other hand, do not 
discuss topics that should not be men- 
tioned in the report such as previous failure 
for selection for promotion. 

If you are the commanding officer and 
the majority of the report is based on a 
director's comments from a remote clinic, 
then it is appropriate to make a statement 
to this effect at the conclusion of the com- 
ments section. 

Although only the most junior officers 
are required to read and sign their fitness 
reports, when possible, all officers should 
be given the opportunity to review each 
fitness report with their reporting senior. 
This provides written testimony as to the 
officer's performance during the past 
reporting period and also allows the senior 
to provide guidance for improvement, as 
well as the setting of goals for the new 
reporting period. 

Another suggestion is a mid-reporting 
period "command fitness report." The 
procedure for the "command fitness 
report" at the midpoint of the reporting 
period is identical as to that used for the 
regular fitness report submitted to N M PC 
at the end of the regular reporting period, 
except that this report remains at the com- 
mand. The advantages are that the officer 
receives a written evaluation of his perfor- 
mance halfway through the reporting 
period, as well as providing those senior 
further experience in evaluation proce- 
dures and the writing of fitness reports. 

Conclusion 

Reporting seniors should adequately 
prepare for evaluating subordinates and 
follow the recommended guidelines in 
writing the final fitness report. Only 
through good quality fitness reports writ- 
ten by conscientious seniors can the Navy, 
in particular the Medical Department, 
insure success to the most qualified. 
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Hey Doc 



EMT Test 



The following test was recently taken by a class of Navy 
EMT students. See how well you do. Answers on page 17. 

Answer questions I through 20 using the following key: 
A = only answers I, 2, and 3 are correct 
B = only answers I and 3 are correct 
C = only answers 2 and 4 are correct 
D = only answer 4 is correct 
E = all answers are correct 

Situation for Questions 1 through 9: You are part of an 
ambulance team called to the scene of an automobile 
accident which involved a rear-end collision between two 
cars. At the scene you note that there is one man in the 
front car, he is lethargic, and there is an odor of alcohol in 
the car. There are two people in the rear car (neither of 
whom were wearing seat belts) and they are conscious and 
complaining of neck pain; the driver is also complaining of 
severe pain in his right thigh, which is wedged under the 
dashboard, and says he hit the steering wheel and now has 
pain in his chest and difficulty breathing. H is passenger is a 
pregnant woman whose head obviously hit the windshield, 
but she feels fine and doesn't want you to help her but, 
rather, she is directing your attention to her husband who 
appears in distress. In addition, one of the onlookers is a 
65-year-old man with a history of heart problems and he 
collapses among the spectators without warning. His wife 
says that he forgot to take his heart pills today. 

1. What initial action would you take if you were in 
charge of a 6-person EMT crew? 

1. Assign specific members of your team to each injured 

person to perform an initial evaluation of his/her 
condition. 

2. Concentrate on the 65-year-old man who has had an 

obvious heart attack. 

3. Assess the accident scene for potential hazards (e.g., 

fire) to your crew. 

4. Pull the injured victims out of their cars to protect 

them from further danger. 

2. What are the 65-year-old man's possible medical prob- 
lems? 



3. Vasovagal syncope 

4. Stroke 

3. What would you do for this man? 

1. Ask his wife if he has any other medical problems. 

2. Perform an initial assessment for airway, breathing, 

circulation. 

3. Begin CPR immediately if you can't feel a pulse. 

4. Give him the medications which he had forgotten to 

take that day. 

4. If this man did not have a pulse, what might the 
monitor on the Life Pack show? 

1 . Asystole 

2. Premature ventricular contractions 

3. Ventricular fibrillation 

4. Normal sinus rhythm 

5. If you decide to begin CPR, which ofthe following are 
appropriate? 
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Establish an airway. 

Begin CPR with another EMT at a ratio of 15 com- 
pressions to 2 breaths. 

Begin CPR with another EMT at a ratio of 5 com- 
pressions to I breath. 

Do a Heimlich maneuver. 



6. On assessment of the man in the front car, you find 
that he has a strong odor of alcohol on his breath, his 
speech is slurred, he is lethargic but combative, and he has 
a 4-inch laceration on his forehead. What immediate 
things would you do for this man? 

1. Physically restrain him so that you can perform a 

thorough examination. 

2. Try to calm him by identifying yourself and assuring 

him that you want to help him. 

3. Proceed to the next victim since he is obviously not as 

badly injured as other's. 

4. Try to do the most thorough initial and secondary 

assessment that he will allow. 



1. Heart attack 

2. Fractured hip 



7. You find that the man in the rear car is conscious, 
alert, and talking, moving his head from side to side. On 
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close examination you discover that bright red blood is 
spurting profusely from his trapped leg, he is having 
marked difficulty breathing, and you can see his whole 
chest moving in and out with each breath. What is your 
first priority for treatment in this man? 

1. Insure that he has an open airway and assist his 

breathing. 

2. Make sure that he doesn't have a fractured neck 

before moving him. 

3. Check circulation as part of the initial assessment. 

4. Treat the obvious arterial bleeding. 

8. While you are treating the man in the rear car, his wife 
complains of a worsening headache and becomes lethargic. 
What should you do for her? 



12. In treating a patient with chronic obstructive pulmo- 
nary disease, you should: 

1. Not administer 100 percent oxygen. 

2. Transport the patient in the most comfortable posi- 

tion which is usually sitting up. 

3. Loosen any restrictive clothing. 

4. Be calm and reassuring. 

13. The diabetic has which of the following problems 
without treatment? 

1. Low blood sugar 

2. High blood sugar 

3. High level of insulin in the blood 

4. Low level of insulin in the blood 



1 . Ask her to lie down and cover her with a blanket so 

that she is comfortable. 

2. Have another EMT take her out of the car. 

3. Ask her to help you take care of her husband to take 

her mind off the accident. 

4. A neurologic examination should be performed for 

a possible subdural hematoma. 

9. If you learn that the woman in the last question is 
pregnant in her 8th month, what other concerns would you 
have? 

1 . What is her due date? 

2. Has she had any problems with her pregnancy? 

3. Does she have any contractions? 

4. Does she have any lower abdominal injuries? 



14. Which of the following treatments would be appro- 
priate for a patient in insulin shock? 

J. Keep the feet elevated. 

2. Give a glucose solution by IV. 

3. Give a insulin immediately. 

4. Give a glucose solution by mouth if he is conscious. 

15. Which of the following can cause an "acute abdomen"? 

1. Strangulated inguinal hernia 

2. Appendicitis 

3. Peritonitis 

4. Duodenal ulcer 



16. In childbirth: 



10. Before splinting a fracture, you should: 

1. Get the right size splint to reach a joint above and a 

joint below. 

2. Elevate the extremity to help control bleeding. 

3. Check for distal neurovascular damage. 

4. Apply a tourniquet above the fracture site. 

11, In examining the chest of a trauma victim, if you 
notice unequal breath sounds, a lateral shift in the position 
of the trachea, and the patient complains of worsening 
shortness of breath, what should you suspect? 



1. Vaginal bleeding of more than 500 cc's requires 

bimanual examination of the uterus. 

2. After delivery the infant should be suctioned, dried, 

kept warm, and observed for respiratory distress. 

3. Immediately after birth, the EMT should put 5-10 

pounds of traction on the cord to remove the pla- 
centa as quickly as possible. 

4. In a normal delivery the mother pushes the infant 

down the birth canal head first and the EMT guides 
and supports the infant. 

17. Full thickness burns: 



1. A pneumothorax 

2. A hemopneumothorax 

3. A massive hemothorax 

4. A serious chest injury 



1. May be painless. 

2. Are also called 3rd degree. 

3. Have a charred or waxy appearance. 

4. Are the only type of burn with blisters. 
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18. Signs of internal bleeding are: 

1. Weak and rapid pulse. 

2. Cold and clammy skin. 

3. Decreased blood pressure. 

4. Nausea and vomiting. 

19. A fall on an outstretched arm can cause: 

1. Fracture or dislocation of the elbow. 

2. Fracture of the distal radius and ulna. 

3. Fracture of the proximal humerus. 

4. An indirect injury to the shoulder. 

20. An involuntary muscle does which of the following? 



28. Which of the following is the best for controlling 
bleeding in most cases'? 

A. Elevation 

B. Direct pressure 

C. Tourniquet 

D. Pressure points 

29. In a trauma patient, blood or clear fluid coming from 
the nose or ears indicates: 

A. Sinusitis 

B. Infection of the mastoids 

C. An internal and external ear infection 

D. Possible basal skull fracture 



1. Causes bronchodilation and bronchoconstriction 

2. Controls breathing 

3. Causes contraction of the urinary bladder 

4. Allows the arm to extend 

Match the Following: 

(one answer per question, no repeats) 



21. Snake bite 

22. Petroleum products 

23. Alkalies 

24. Most medicines 



A. Do not induce vomiting 

B. Induce vomiting 

C. Give lemon juice and 

vinegar 

D. Give antivenin 



25. A runner collapses during a race and his skin is red, 
hot, and dry. What is the most probable diagnosis? 

A. Heat exhaustion 

B. Heat cramps 

C. Heat stroke 

D. Heat prostration 

26. What is the best treatment for the man in the last 
question? 



30. What is the first thing you should do when setting up 
an oxygen tank? 

A. Open the valve a little to make sure the tank is 

full. 

B. Bang on the side of the tank to make sure it is full. 

C. Inspect the valve assembly for dirt, rust, and oil. 

D. Remove the tape seal. 

31. Which of the following delivers the highest oxygen 
concentration to a breathing patient? 

A. Nasal cannula 

B. Partial rebreathing mask 

C. Non-rebreathing mask with reservoir bag 

D. Duckworth face mask 

32. Which of the following is in the correct order for 
describing seizures? 

A. Clonic, tonic, aura, postictal 

B. Tonic, clonic, aura, postictal 

C. Aura, tonic, clonic, postictal 

D. Tonic, aura, postictal, clonic 



A. Keep him warm with blankets until transported 

to a hospital. 

B. Warm soup 

C. Cool the body by whatever means available, 

D. Give him a high carbohydrate drink. 

27. Which of the following is the best treatment for frost- 
bite? 

A. Rub the affected body part with snow. 

B. Rapidly rewarm by soaking in hot water. 

C. Allow the affected area to rewarm on its own. 

D. Rub the affected area vigorously with your 

hands. 



33. Severe electrical shock can cause what type of arrhyth- 



mia.' 



A. Premature ventricular contractions 

B. Ventricular tachycardia 

C. Atrial flutter 

D. Ventricular fibrillation 



Match the Following: 

34. Choking 

35. Hyperventilation 

36. Sucking chest wound 

37. Hypoxia 



A. Occlusive dressing 

B. Heimlich maneuver 

C. Oxygen 

D. Rebreathing 
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38. What is the best way to stop bleeding from a large 
extremity artery so that the patient could be safely trans- 
ported? 

A. Direct pressure 

B. Pressure on pulse points 

C. Tourniquet 

D. Elevation 

39. The type of shock from an allergic reaction is called: 

A. Psychogenic 

B. Hemorrhagic 

C. Cardiogenic 

D. Anaphylactic 

Answer the Following True or False: 

40. An unresponsive diabetic should ALWAYS be given 
glucose initially. 

41. The tongue is the most common cause of airway 
obstruction. 

42. Electrical burns are of minor consequence because of 



their relatively small area of contact. 

43. When light enters the right eye, the right pupil nor- 
mally constricts but the left pupil should not change size. 

44. All eye injuries should have a pressure type dressing. 

45. Exposed abdominal organs should be covered by 
dressings which are clean and dry. 

46. Second degree burns around the mouth are more 
important than third degree burns covering the same area 
of an extremity. 

47. A hematoma occurs when small blood vessels are 
destroyed and the blood seeps into the surrounding tissues. 

48. Proper initial care of a patient with a spinal injury 

includes vital signs. 

49. A patient with an extremity fracture will aways have 
swelling and deformity. 

50. Crowning is the time in childbirth when you suck out 
the baby's nose and mouth. D 



Self-Study Courses Available for Officers 

Nearly 100 different self-study courses are offered by the Office of 
Continuing Education at the Naval Postgraduate School in Monte- 
rey, CA. These courses, available to officers of all military services, 
are designed to be completed at the individual's own pace while 
serving at his/' her present duty station. Thousands have made use of 
this unique opportunity for self-improvement and academic de- 
velopment. Successful completion of selected courses can improve 
an officer's Academic Profile Code (APC), thereby enhancing the 
opportunity for selection to a service-sponsored graduate education 
program. Except for the cost of commercial textbooks, no fees are 
charged for the courses, and no obligated service commitment is 
incurred. 

Those desiring to transfer academic credit to civilian universities 
should check with their educational institution before taking NPS 
courses. 

Full details of the study program and enrollment procedures are 
contained in the current Naval Postgraduate School Catalog of 
Self-Study Credit Courses. This catalog is available at Educational 
Services and Navy campus offices throughout the Navy and Marine 
Corps, or a copy may be obtained by contacting the Office of 
Continuing Education (Code 500), Naval Postgraduate School, 
Monterey, CA 93943. Telephone: Autovon 878-2558/ Commercial 
(408) 646-2558. 
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Interview 



A Corpsman Remembers 
Vietnam 



Diane M. LaMacchia 



HMCM Thomas M. Eagles arrived in 
Vietnam long before most Americans 
had heard of it. A Catholic monk at 
the age of 16, he volunteered to go to 
Saigon to care for aging French and 
Vietnamese missionaries who were too 
old or ill to wash and feed themselves. 

That was in 1963 during the early 
days of the U.S. presence in Vietnam 
when most of the Americans living in 
Saigon knew each other. Some of 
those who met Eagles were moved to 
seek his advice on their moral dilem- 
mas and personal problems. 

The young monk felt inexperienced 
and unprepared to counsel others. 
Uncomfortable in his role as spiritual 
guide, he left the monastery at age 18. 
Two weeks later, in search of the expe- 
rience he felt he lacked, he joined the 
Navy. 

As a corpsman, Eagles found an 
abundance of opportunities to learn 
about people and empathize with 
them. He returned to Vietnam in 1966, 
flying medevac, building dispensaries, 
and advising Republic of Vietnam .spe- 
cial forces. His intense involvement 
with the well-being of others led him to 
risk his life for them. 

Today, HMCM Eagles is one of the 
most decorated active duty corpsmen 
in the Navy. He wears the Distin- 
guished Flying Cross for assisting a 
wounded medevac helicopter co-pilot 
fly to safety after the pilot's death. He 
was awarded the Navy and Marine 
Corps Medal for going into an active 
Viet Cong minefield to save a child 
whose leg had been blown off. He 



received three Purple Hearts, two 
Bronze Stars, and numerous other 
medals, including 14 awarded by the 
Government of South Vietnam. 

HMCM Eagles returned to Vietnam 
to help in the last days of the U.S. 
presence there and was among the last 
Americans to leave Saigon from the 
roof of the American Embassy in April 
1975. In 1979 he was asked to serve as 
one of Vice President Walter Mon- 
dale's interpreters at the 1979 Viet- 
namese boat people's conference in 
Geneva, Switzerland. 

Eagles met his wife, Karin Chung 
Tran, in Saigon, where she worked 
with him as a nurse in the Vietnamese 
Public Health Service during the war. 
They live in Fredericksburg, VA, with 
their two sons. Kevin, 12, and Patrick, 
10. The boys and their father share an 



unusual hobby — collecting and re- 
storing antique railroad cars and 
locomotives. Two of these 16-ton 
"toys." an 1894 caboose and a 1921 
industrial switcher, are parked in the 
backyard of their Fredericksburg 
home. The family plans to lay railroad 
track and actually run (he train around 
the yard. 

U.S. Navy Medicine spoke with 
HMCM Eagles at the Naval Medical 
Command headquarters, where he is 
involved in the development and 
assessment of education and training 
programs for corpsmen and dental 
technicians. 

USNM; One positive product of the 
Vietnam war was the development of 
rapid air transportation for medical 
emergencies. Techniques used to 



Diane M. LaMacchia is deputy public affairs 
officer at the Naval Medical Command (MED- 
COM-00D4-I), Washington, DC 20372-5120. 




As medical advisor to Quang Xuyen District, Fagles inspects a dressing change white 
making ward rounds . . . 
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rescue the wounded have since been 
adopted by civilian hospitals to save 
the lives of thousands of Americans 
every year. When you returned to Viet- 
nam in 1966 as a corpsman, how 
sophisticated was our system of heli- 
copter evacuation? 
HMCM Eagles: When I first went 
there, we had some very old and slow 
helicopters, the CH-34's (Sikorsky Sea 
Horses). How we got in and out was 
not very refined and we got shot down 
a lot. 

In Korea they had used two-man 
choppers. We went to a bigger chopper 
and medevac got more refined during 
Vietnam. We went from these big, old, 
slow choppers to the Bel! Helicopter 
Hueys and the CH-46's (Boeing Vertol 
Sea Knights), which were the main 
Marine medevac choppers. 

The CH-46's were more heavily 
armored than the CH-34's. They had 
more pilot and crew protection, were 
faster and more powerful, and could 
carry more people. They were easier to 
load because they had a rear ramp. 

Later, when 1 went into the delta 
south of Saigon, I worked with the 
Army, and they used Hueys. The 



H ueys were lower to the ground so the 
pilots were lower too. In the CH-34's 
we flew originally, the pilot was about 
1 3 feet off the ground, easier to see and 
much easier to hit. When the H uey got 
on the ground the pilot could hide in 
the elephant grass and was much less 
of a target. Also, the helicopter was 
lower to the ground and easier for us to 
get in and out of and load patients. On 
the CH-34 you had to lift the patient 
up three and a half feet, while on the 
Huey it was about two feet, which 
made it easier to get in and out, espe- 
cially if you were sinking in the mud. 
And we could get in closer to certain 
places — like the side of a mountain- 
putting just one skid down and hang- 
ing one out. That developed during the 
war and we got better at it. 

We got so good at it that the corps- 
man on the ground hardly had time to 
bandage the wounded before we were 
pulling them off and out to the hospi- 
tal ships or the two medical battalions, 
the Bravo Med and Charlie Med. We 
overflew battalion aid stations for the 
most part; we just went in and dumped 
the wounded right off from the battle- 
field in 10 or 15 minutes. 




. . . and inspects a public health medevac boat with the chief of Quang Xuyen District. 



Ten or 15 minutes from the time you 
picked them up? 

Yes, and sometimes that might be 5 
to 10 minutes from the time they got 
wounded, if we were in thearea. Some- 
times we didn't even have a chance to 
start the I Vs. 

What other equipment did you 
carry? 

The corpsman on the ground car- 
ried a medical bag called a Unit 1. 
Later on, the Unit I became known to 
the enemy so the corpsman couldn't 
carry it. The bag identified him as a 
corpsman and the enemy would want 
to shoot him. The Viet Cong's idea was 
to get the officer, get the radioman, get 
the corpsman if they got that, they 
got the leadership, the communica- 
tions, and the medical — and that's 
morale. 

So the guys on the ground started 
carrying medical gear in their pockets 
and there was a limit to how much they 
could carry. We carried more gear on 
the choppers, and still couldn't carry a 
whole lot, because sometimes we 
didn't have room. 

How many people did you have in 
the helicopter? 

One corpsman. 

One corpsman and the guy who's 
driving? 

You have two guys driving — the 
pilot and the copilot — and a machine- 
gunner, a crew chief who fired the 
other machinegun, and the corpsman. 
You could get three of four patients in 
there. Once we got out of the zone 
where we might get shot at, the others 
did what they could to help with the 
patients. 

You had one corpsman on the 
ground? 

It depended on how big the unit was. 
In Vietnam it got to be about 1 corps- 
man to 10 or 20 marines. In Recon. 
reconnaissance operations, it might be 
one to five — four or five marines out 
there with one corpsman. In platoon- 



May-June 1985 



li 



size or company operations there 
might be I to 20. Sometimes the ratio 
was better than that and sometimes we 
lost people and it got worse. 

What was the maximum number of 
wounded you could pick up? 

It depended on what the day was 
like. If the weather was hot we might 
get off the ground with two or three. If 
it was cold the chopper could pick up 
more because of the density of the air, 
maybe live or six. It also depended on 
who the pilot was and what the terrain 
was like. The bigger choppers, like the 
CH-46 or the Army's CH-47 could 
hold more. 

How did you actually pick up the 
wounded? 

At school they taught us to use 
stretchers — army litters. We rarely 
used them in Vietnam. We didn't have 
time to mess with stretchers, we just 
flung the guys on. The corpsman 
would go out with a poncho or a piece 
of canvas and load them on. I can 
remember picking a guy up by his flak 
jacket and just hauling him to the back 
of the chopper. 

These guys didn't mind. They might 
be terribly wounded— missing a leg 
even. One time we went into a zone 
where there were a lot of wounded. We 
went in with '46's, which are bigger 
helicopters and can hold about 16 
wounded, and as we went in, these 
guys were crawling to get on the heli- 
copter. When we got out to the Repose 
(hospital ship), they crawled out and 
said, "Drag me, Doc. Just get me off so 
you can go back and get my buddies." 
And we dragged them out by their uni- 
forms. 

What kinds of situations were you 
pulling people out of? 

It could be a mine incident. It could 
be a real battle, where people were 
actually shooting each other versus 
mine warfare. It could be accidents, 
heat stroke, or heat casualties. 

Heat casualties were interesting be- 
cause we could get them up off the hot 
ground and cool them off. We used to 



strip the doors off the choppers and 
you'd rarely find a chopper in Vietnam 
with any windows left. The first thing 
the marines would do. even on a troop 
lift, was to take a rifle butt and knock 
out the windows so they could shoot 
from them on our way in and out. 
After a while nobody put windows in 
choppers and not many doors either. 

Of course, this cooled the patients 
down. Sometimes in the winter the 
relative winter, the rainy season when 
it goes from 110 degrees to 60 
degrees — we'd bring patients on and 
the lack of doors made it very, very 
cold. Then we'd have to watch out for 
shock. 

I remember one time corpsmen were 
told to strip their patients and do as 
much of a body exam as possible 
before bringing them in because they 
might find other wounds. It made 
good medical sense, but when you got 
in the air without the doors and win- 
dows in the rainy season and stripped 
them, even in the summer, they could 
freeze up there. 

You didn't have time to do it on the 
ground? 

Sometimes not. You asked me how 
many corpsmen to a unit — 1 to 10, 1 to 
20. But we went through times when 
there were very severe shortages of 
corpsmen because our pipeline 
couldn't be filled fast enough and a lot 
of them were killed. The guy's job was 
dangerous. Mine was hazardous, I 
guess, but it was really worse on the 
ground because the corpsman was the 
guy who had to run up and take care of 
the wounded, 

When you came in on the helicopter, 
was that in response to a radio call or 
were you searching around, flying over 
the area? 

Sometimes we were searching, if we 
were looking for downed pilots or peo- 
ple who didn't have a radio frequency, 
but normally it was in response to a 
radio call. Somebody would call you 
in to come and get them. 

Sometimes we weren't really sure 
who was where; we couldn't really pin- 
point them. So we'd say, "Pop a yellow 



smoke." And sometimes the enemy 
would be sitting out there, monitoring 
our radio nets and all of a sudden we'd 
see two yellow smokes come up. Then 
we'd wonder which was the real yellow 
smoke. 

We really had to be careful. Some- 
times we got sucked into what we 
called a "false zone," where someone 
who spoke English very well was with 
the enemy and talked us down. They'd 
say, "We're here, come on down," and 
when we got there the whole world was 
waiting for us and the helicopter 
would look like Swiss cheese if we 
could even get out of there. 

Were you always in the air? 

For those first few years. Then when 
I went to Special Ops (special opera- 
tions) I was on the ground a lot. I was 
the only American for a long while 
who worked with the Vietnamese on 
patrol. 

Were all the corpsmen — on the 
ground and in the helicopters — all 
trained the same way? 

In those days everyone — depending 
on what year they came in — had 20 or 
16 weeks of Hospital Corps school, 
which in those years was a lot more 
field-oriented because they knew these 
guys were going to be out in the field. 
And then we had field med school, 
which was 8 weeks. 

In addition to that? 

Yes. And that was half field and half 
medicine. "Field" is how to live in a 
tent, how to run a radio, how to shoot 
a gun, how to clean a gun. It was like 
taking a Navy guy to Army or Marine 
boot camp. Field medical was slightly 
different. And then, because I was with 
Recon. 1 had some other special forces 
medical training, even though I was in 
the Navy. 

After medevac you went and 
worked in the villages? 

I did that for another year and a 
half. I built dispensaries for the vil- 
lages. 1 trained young men and 
women — village health workers — in 
very rudimentary medicine. 
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HM1 Eagles prepares lo move medevac position from Dong- Ha to Hue (1966). 



Your training as a corpsman 
enabled you to do all this? 

1 went to special forces medical 
training, too, which taught me how to 
deliver babies. In those days we had 
the goal lab, where we actually shot 
the goat or dog and went in and 
debrided the wound, learned how to 
tie off the bleeders, set the bone, put 
drainage in, start IV's, prescribe anti- 
biotics, narcotics, or whatever's 
appropriate. There weren't doctors 
where we were. 

I delivered babies and also ampu- 
tated fingers and toes. These people 
had no other medical care. I had Lao- 
tians and Montagnards, Rhade, 
Rhade-Bru, Cierai, Ko-ho. These were 
hill and tribes people, not the average 



lowland Vietnamese — very primitive 
— and the Vietnamese hated them. 

1 couldn't put them in a Vietnamese 
hospital. The Vietnamese just consi- 
dered them "moi," which is dirt that's 
a very bad word --and the moi would 
not be taken care of. You'd bust your 
tail to go in and get them out in a 
medevac, take them down to a Viet- 
namese hospital, come back later with 
some more patients for that same hos- 
pital, and these Montagnards were 
lying there still, dying or dead. So if I 
didn't take care of them, in a very 
crude way— no Mayo Clinic and no 
finesse they'd die. And sometimes 
they did die because I didn't know 
enough or have enough talent, but you 
gave it your best shot. 




HMCM Eagles 



Were you alone there? 

Yes. I was the only corpsman and 
sometimes 1 was the only American in 
the village. 

Was that difficult for you? 

It wasn't bad. It was kind of a mil- 
itary Peace Corps. We didn't create 
little Americas. We lived alone in huts, 
dressed like them, didn't flash a lot of 
money around. You really watched 
what you did; you lived on the edge of 
these people and they were your fence. 
I was a young enlisted man -E-3, E-4, 
E-5 — at that time, and I made more 
money than a Vietnamese colonel. 
Now if you went in there Hashing 
money or acting like some flaming 
idiot, why should they protect you? 

If you're the man or boy next door, 
then they had some comradeship with 
you and they'd protect you. And I was 
protected. The people would say, 
"Don't sleep in your house tonight; 
don't go there," 

They kept you from harm? 

Yes. You might be walking through 
the village and an old woman would be 
there washing clothes and she would 
just look at you. She didn't say, "Don't 
go," but you just knew. Don't go down 
the road that way. □ 
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Clinical Notes 



Analgesic Therapy for Dental 

Pain: Salicylates and 
Para- aminophenols 



CDR deza T. Terezhaimy, DC, USNR-R 
Leslie- A. Rye, M.S.T., D.D.S 



The most common complaint causing 
a person to seek dental treatment is 
pain. Consequently, the primary obli- 
gation and ultimate responsibility of 
every practitioner is not only to restore 
health but also to relieve pain. Pain is 
an unpleasant sensory and emotional 
experience with actual or potential 
tissue damage. With some exceptions, 
patients are surprisingly uniform in 
their perception of pain, although they 
do differ greatly in their reaction to it. 
Cultural, emotional, cognitive, and 
motivational differences will alter or 
modulate the intensity of a patient's 
response to noxious stimuli. A level of 
discomfort that may not require drug 
treatment in one instance may neces- 
sitate extreme therapy in another. 
Rational analgesic therapy requires an 
understanding of the patient's needs 
and a knowledge of the analgesics 
available for clinical use. 
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The ever-increasing advertising and 
promotion of prescription drugs, par- 
alleled by excessive public faith in the 
efficacy of such drugs, adds to the 
challenge of managing dental pain. 
The intent of this article is to share 
with clinicians information that will 
help them to select and prescribe the 
most appropriate dose — soon enough, 
often enough, and long enough — and 
to recognize the clinical ramifications 
of analgesic therapy. 

Salicylates 

Aspirin (acetylsalicylic acid) is 
probably the most extensively pre- 
scribed and recommended analgesic, 
antipyretic, and anti-inflammatory 
agent. It is the standard for the com- 
parison and evaluation of drugs with 
similar actions. Salicylates other than 
aspirin are of little clinical value 
because they are either too toxic for 
internal use (salicylic acid) or min- 
imally effective (sodium salicylate). 
Despite its proven efficacy, aspirin has 
gained a bad reputation with many 
clinicians and patients. This reputa- 
tion seems to be based more on an 
exaggerated notion of the drug's 
potential adverse effects than on its 
pharmacological properties. It would 
be unfortunate to withhold aspirin 
because of potential adverse effects 



when a patient desperately requires the 
relief provided by this most useful 
analgesic. 

Clinical Pharmacological Effects. 

Aspirin is effective against the dull, 
throbbing, mild-to-moderate pain of 
inflammation, in which locally syn- 
thesized prostanoids sensitize nerve 
endings to endogenous pain-pro- 
ducing substances such as bradykinin. 
Aspirin minimizes inflammation and 
reduces elevated body temperature 
without affecting the normal circadian 
body temperature. It increases bleed- 
ing time by preventing irreversible 
platelet aggregation by interfering 
with the release of adenosine diphos- 
phate from platelets after primary 
platelet plugs have been formed. (/) 
Many patients take subtherapeutic 
levels of aspirin for cardiovascular 
prophylaxis. These levels may contrib- 
ute to postsurgical complications, at 
least in those patients with other bleed- 
ing problems. It may be wise to discon- 
tinue elective aspirin use I week before 
anticipated surgery. Even in therapeu- 
tic doses, aspirin stimulates respira- 
tion by increasing the consumption of 
oxygen and the production of carbon 
dioxide. 

Pharmacokinetics and Metabolism. 

Aspirin is rapidly absorbed from the 
stomach and the upper small intestine. 
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It reaches appreciable plasma concen- 
trations in 30 minutes and a peak value 
at about 2 hours. After absorption, 
aspirin is distributed throughout most 
body tissues and fluids, and it readily 
crosses the placental barrier. Aspirin 
has a dose-dependent half-life that 
varies from 2 to 8 hours.(2) Its metabo- 
lism normally follows first-order 
kinetics in the liver; however, after 
large doses, the enzymes that metabo- 
lize the drug become saturated, and 
the half-life increases significantly. 
Aspirin is excreted primarily by the 
kidney as water-soluble conjugates. 

Dose. Preparations include plain 
and buffered tablets, buffered solu- 
tions, timed-release and enteric-coated 
tablets, as well as many combination 
products that include aspirin. The tra- 
ditional adult single dose of aspirin is 
650 mg (two tablets, 10 grains), but the 
analgesic effect is increased with single 
doses up to 1,300 mg (four tablets). 
Single doses larger than 1,300 mg do 
not increase pain relief and may prove 



toxic. Differences in the amount of a 
single dose and the interval between 
doses have only a minor effect on the 
steady state of aspirin, which is pro- 
duced by a daily dosage of aspirin not 
to exceed 3,900 mg in 24 hours. There- 
fore, there is reasonable latitude in 
timing and dose fractionation during a 
24-hour period, so long as single doses 
are taken at least 2 hours apart. The 
size of the daily dose is critical for 
maximum analgesia, and it should be 
individualized on the basis of patient 
history, age, body weight, and other 
factors such as liver and kidney func- 
tion. For children 6 years old and over, 
the appropriate dosage is 10-20 mg/ kg 
of body weight given in 4-6 doses, with 
the daily dosage not exceeding 3,600 
mg in 24 hours. 

Adverse Effects and Contraindica- 
tions. Intolerance or hypersensitivity 
to aspirin is most likely to occur in 
patients with a history of asthma, 
nasal polyps, or chronic urticaria. (3- 
10) It produces gastric bleeding in 



patients who use it frequently, causing 
blood loss in the stool and occasion- 
ally an iron-deficiency anemia. {1 1-15) 
Extensive intrapartum and postpar- 
tum maternal bleeding have been 
noted when the agent is taken within 5 
days of delivery. ( 16, 17) It is important 
to note that aspirin is a common com- 
ponent of many over-the-counter and 
prescription compounds. Because 
aspirin is a common household drug, it 
is a common cause of poisoning in 
young children. A differential diagno- 
sis of adverse reactions to aspirin is 
presented in Table I. 

Para-aminophenols 

The two important drugs in the class 
of analgesics known as the para- 
aminophenols are acetophenetidin 
(phenacetin) and N-acetyl-para- 
aminophenol (acetaminophen). In the 
past several years both of these agents 
have received much adverse and favor- 
able publicity. Phenacetin has been 
indicted as a cause of renal papillary 



TABLE I. 


Differential Diagnosis of Adi 


erse 


Reactions to Aspirin (10,18) 


Allergic Intolerance 


Mild Salicylism 






Severe Salicylism 


T Incidence with 


Tlncidence in 






Tlncidence in Elderly 


Asthma 


Young children (accidental) 


(accidental 


Nasal polyps 


Young adults (suicide) 




intoxication) 


Chronic urticaria 


Signs Symptoms 






Signs, Symptoms 


History (within 3 hours 


Tinnitus 






Restlessness 


after aspirin ingestion) 


Dizziness 






Garrulousness 


Generalized urticaria 


Headache 






Incoherent speech 


Angioedema 


Mental confusion. 


drow 


siness 


Apprehension 


Bronchospasm 


Sweating, thirst 






Vertigo, tremor 


Severe rhinorrhea 


Hyperventilation 
Nausea, vomiting 






Diplopia 

Delirium, hallucinations 


Rare hypersensitivity 


Diarrhea 






Convulsions 


Vasomotor collapse 


Dehydration 
Hyperthermia 
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TABLE II. 


Acetaminophen Versus 


Aspirin 






Acetaminopher 


Aspirin 


Analgesia 




+ 


+ 


Anti-inflammatory 






+ 


Antipyresis 




+ 


+ 


Antithrombotic 




- 


+ 


Onset of action 




30 minutes 


30 minutes 


Half-life 




2-4 hours 


2.5-8.5 hours 


Equigesic dose 




650 mg 


650 mg 


Maximum analgesic dose 


Not established 


1 .300 mg 


Maximum daily dose 




3,000 trig (adults) 


3.900 (adults) 






1.200 mg (children) 


3.600 (children) 



not be administered in any amount for 
more than 10 days. The daily dose 
should not exceed 3 gm lor adults, 1.2 
gm for children. (21,25) 

Adverse Effects and Contraindica- 
tions. In the recommended therapeutic 
dosages, acetaminophen is usually 
well tolerated. An erythematous or 
urticarial skin rash may occur occa- 
sionally, accompanied at times by 
fever and mucosal lesions. The most 
serious adverse effect of an acute over- 
dose of acetaminophen, hepatotoxi- 
city, can occur after the ingestion of a 
single dose of 10-15 gm, and symptoms 
of hepatotoxicity during the first 2 
days of acute poisoning do not reflect 
the potential seriousness of the intoxi- 
cation. (26) Some special considera- 
tions concerning hepatotoxicity 
include the following: 



necrosis, interstitial nephritis, renal 
cell carcinoma, and hemolytic anemia. 
Lethal doses are characterized by cya- 
nosis, respiratory depression, and car- 
diac arrest. (19) Because most of the 
ingested phenacetin is metabolized to 
acetaminophen, (20) its active anal- 
gesic-antipyretic metabolite, phenace- 
tin should be considered not only a 
hazard to daily users but also an obso- 
lete drug. The FDA requested the 
withdrawal of phenacetin from the 
market as of August 1983. Although 
the general substitution of acetamino- 
phen for aspirin is not recommended, 
it is a suitable substitute in patients in 
whom aspirin is contraindicated. 

Clinical Pharmacological Effects. 
Acetaminophen has analgesic and 
antipyretic effects that do not differ 
significantly from those of aspirin. (21) 
It is only a weak inhibitor of prosta- 
noid biosynthesis; it appears to be 
more effective against enzymes in the 
central nervous system than against 
those in the periphery. (22) This may 
partially account for its ability to 
reduce fever and to induce analgesia. 
However, its anti-inflammatory effect 
is weak. 

Pharmacokinetics and Metabolism. 
Acetaminophen is rapidly and almost 
completely absorbed from the gastro- 



intestinal tract, reaching peak plasma 
concentrations in 60 minutes. The pain 
threshold is elevated in 30 minutes 
with the use of acetaminophen, much 
the same as with aspirin. Elimination 
half-life is 2-4 hours. (23) The drug is 
distributed relatively uniformly 
throughout most body fluids, and evi- 
dence of placental transfer has been 
reported. (24) Acetaminophen is con- 
jugated in the liver with glucuronic 
acid and sulfuric acid; small amounts 
of other metabolites have also been 
detected. Elimination half-life is pro- 
longed with liver disease. When high 
doses are ingested, acetaminophen 
undergoes N-hydroxylation followed 
by spontaneous dehydration to form 
N-acetyl-para-benzoquinone, the 
metabolite generally believed to be 
responsible for the hepatotoxicity. 
After therapeutic doses, 90-100 per- 
cent of the metabolized acetamino- 
phen may be recovered in the urine 
within the first day. 

Dosage. Preparations include 
tablets, an elixer or syrup, capsules, 
and over 250 combination products 
containing acetaminophen. The tradi- 
tional adult dosage of acetaminophen 
is 650 mg every 4 hours. A ceiling dose 
yielding maximum analgesia has not 
been determined, but the drug should 



• Concurrent ingestion of alcohol or 
other drugs with acetaminophen may 
enhance its toxicity by reducing the 
metabolic capacity of the liver. 

• Nausea, vomiting, anorexia, diar- 
rhea, and abdominal pain occur dur- 
ing the first 24 hours. 

• Clinical evidence of hepatic damage 
is manifested 2-6 days after ingestion 
of toxic doses. 

• If half-life exceeds 4 hours, hepatic 
necrosis should be anticipated. 

• If half-life exceeds 12 hours, hepatic 
coma is likely. 

• Vigorous supportive therapy is 
essential when intoxication is severe. It 
consists of induction of vomiting, gas- 
tric lavage, administration of activated 
charcoal, hemodialysis, and the 
administration of sulfhydryl com- 
pounds, cysteamine, or acetylcysteine 
(Mucomyst®). 

• Recovery after early diagnosis may 
take 3 months. 

Administration of acetaminophen 
to patients with impaired renal func- 
tion results in increased accumulation 
of conjugated acetaminophen in 
plasma but only minor changes in the 
plasma concentration of free acetam- 
inophen. A few patients may develop 
renal papillary necrosis or acute 
cardiovascular damage. 
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Conclusion 

A comparison of the properties of 
acetaminophen and aspirin is pro- 
vided in Table II. 

Aspirin is the most extensively pre- 
scribed analgesic, antipyretic, and 
anti-inflammatory agent. It is effective 
against the dull, throbbing, mild-to- 
moderate pain of inflammation. The 
best single dose of aspirin is that which 
is adequate to relieve pain; the proper 
dosage interval is that which sustains 
relief without causing toxicity. It 
would be unfortunate to withhold 
aspirin from a patient who desperately 
requires the relief provided by this 
most useful analgesic because there 
have been some adverse effects when it 
is used improperly. Acetaminophen is 
a suitable substitute for aspirin for its 
analgesic or antipyretic uses in 
patients in whom aspirin is contraindi- 
cated (e.g., patients with asthma, pep- 
tic ulcer, gouty arthritis, hyperurice- 
mia, and hemophilia or other bleeding 
disorders, and those taking anticoagu- 
lants). (27) However, the general sub- 
stitution of acetaminophen for aspirin 
as an analgesic in dental practice is not 
recommended, especially when anti- 
inflammatory effects are also desired. 
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Conclusion 

In contrast to the relatively straight- 
forward physical nature of baro- 
trauma pathophysiology discussed in 
part 1 ofthis2-part series, the effects of 
dissolved gases are a bit more com- 
plex. The nitrogen and oxygen in the 
compressed air breathed by SCUBA 
divers manifest effects because of their 
increased tissue partial pressures as 
well as direct effects of bubble evolu- 
tion caused by liberation of nitrogen 
from tissues which have become super- 
saturated during a dive. This article 
will discuss the pathophysiology, pres- 
entation, and initial management of 
decompression sickness, nitrogen nar- 
cosis, and shallow-water blackout. 
The rationale for substitution of alter- 
nate inert gases for nitrogen in the 
breathing mixture will also be dis- 
cussed. 

Decompression Sickness 

Decompression sickness (also 
known as Caisson's disease, dys- 
barism, and the "bends") is the result of 
a series of pathophysiologic responses 
to the evolution of dissolved tissue 
gases, precipitated by changes in 
ambient pressure. Bubbles which are 
released from solution by a too rapid 
reduction in ambient pressure either 
obstruct blood flow, cause blood 
chemistry changes, or stretch and 
damage tissue. The symptoms can 
range from innocuous skin itching to 
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serious central nervous system or pul- 
monary compromise. Prompt diagno- 
sis and recompression treatment are 
essential, 

On-Gassing and Off-Gassing. Fol- 
lowing Henry's law, the rapidity and 
amount of gas dissolved (or released 
from solution) in tissues is propor- 
tional to the change in ambient pres- 
sure. When a mixture of gases is 
inspired, the amount of each gas which 
becomes dissolved in tissues is propor- 
tional to the partial pressure of each 
gas. Further, the eventual tissue con- 
centration of inspired gases also 
depends on the rate at which the gases 
are either removed or metabolized 
within the tissues. When breathing air, 
the dissolved tissue gas of concern is 
nitrogen since the oxygen component, 
unlike nitrogen, is rapidly consumed 
by tissue metabolism. Thus, the major 
factors which govern dissolved gas 
accumulation due to changes in 
ambient pressure are: 

• Ambient Pressure: Governs the rate 
and total amount of gas dissolved in 
tissues. The two most important fac- 
tors which determine the amount of 
gas dissolved in the tissues are the 
depth of the dive and the amount of 
time spent at depth. 

• Partial Pressure: Governs the 
amount of each gas (in a mixture) 
which is dissolved in tissues. 

• Tissue Metabolism: Removes oxy- 
gen; inert gases and carbon dioxide 
remain. 



In addition, there are many minor 
factors governing tissue gas dissolu- 
tion underpressure. Exercise increases 
gas uptake and elimination by increas- 
ing the respiratory rate, cardiac out- 
put, and tissue perfusion, thereby 
increasing the rate of tissue gas deliv- 
ery and removal. (1,2,3,4) Gas and 
body temperatures and the diver's 
state of hydration also proportionally 
affect the rates of gas uptake and elimi- 
nation. (5,6) Smoking and alcohol con- 
sumption may increase susceptibility 
to decompression sickness by a variety 
of poorly defined mechanisms. Age 
and sex have also been mentioned as 
factors influencing the incidence of 
decompression sickness, but their 
association probably has limited prac- 
tical value in sport diving. (7,5, 9, 10) 

Under increased ambient pressure, 
gases become dissolved in different 
tissues at varying rates since each 
tissue has its characteristic rate of gas 
uptake technically known as the 
"tissue half time." For example, gases 
become rapidly dissolved in muscle 
but are dissolved very slowly in bone 
and fat. Fat can take on a large 
amount of nitrogen because nitrogen 
is five times more soluble in fat than in 
water. (11,12) Since gas elimination 
follows a similar time course, nitrogen 
is eliminated from fat tissues very 
slowly, and supersaturation (with sub- 
sequent bubble formation) may occur 
if the ambient pressure is reduced 
rapidly. Thus, obese people seem to 
experience decompression sickness 
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Figure I. Illustrates the effect of depth on dissolved tissue nitrogen levels. A diver can 
safely surface directly if the tissue level of nitrogen at depth has not exceeded the 
maximum level which the tissues can hold at sea level (curve (A J). If this maximum level is 
exceeded, the diver must ascend to a depth at which off-gassing can occur without 
bubbling (10' in this case) and remain there until the tissue level falls below the surface 
supersaturation level (curve (B)); he can then safely ascend to the surface (curve (C)). 



more frequently than lean divers.(7,#, 
13,14,15) This is usually only a factor 
in longer and deeper dives than those 
attempted by sport divers, however. 

At sea level, gases (mainly nitrogen) 
are dissolved in tissues at a steady state 
minimum level determined by the 
three major factors discussed pre- 
viously. There is also a maximum 
amount of gas which can be dissolved 
in tissues without evolution of the gas 
as bubbles. Figure 1 illustrates the 
gradual uptake of nitrogen during a 
dive. Gas uptake, or "on-gassing," 
occurs at a faster rate during a deep 
dive than on a shallow dive and con- 
tinues from the start of the dive until 
the ambient pressure is reduced by 
ascent. If ascent is delayed, tissue gas 
levels will continue to increase until 
the tissue concentration reaches the 
steady state level consistent with the 
new, higher ambient pressure. This 
takes approximately 12 hours at the 
higher ambient pressure and is only of 
concern when performing saturation 
dives wherein divers intentionally stay 
underwater for many hours or days. 

If the diver ascends before the level 
of dissolved nitrogen reaches the max- 
imum permissible at sea level (super- 



saturation), then gas elimination, or 
"off-gassing," will occur gradually and 
without bubble formation (curve (A)). 
If the diver were to remain at the in- 
creased ambient pressure until the 
amount of dissolved tissue nitrogen 
exceeded the supersaturation level, 
then nitrogen would probably be liber- 
ated as bubbles if the diver surfaced 
directly. The increased ambient pres- 
sure at depth keeps the additional 
tissue nitrogen dissolved, whereas the 
lower ambient pressure at the surface 
would promote gas evolution at a 
rapid rate. In this case, the diver 
should ascend to a safe depth for a 
"decompression stop" where the 
ambient pressure is sufficient enough 
to allow gradual off-gassing while pre- 
venting bubble evolution, yet is not 
great enough to cause additional gas to 
become dissolved in the tissues (curve 
(B)). After the time at the decompres- 
sion stop has been sufficient to bring 
the tissue nitrogen concentration 
below the supersaturation level and 
the danger of bubbling is minimal, the 
diver can ascend directly to the surface 
(curve (C)). Some dives require more 
than one decompression stop where 
the first stop is made to allow enough 



off-gassing for the diver to safely 
ascend to the next stop. 

Although actively discouraged in 
sport diving because it is extremely 
complicated and fraught with danger, 
many casual divers practice decom- 
pression diving without appreciating 
the risks of miscalculation. Sport div- 
ers should always follow nondecom- 
pression diving tables and ascend 
before the surface supersaturation 
level is reached. The U.S. Navy diving 
tables(/6) are well recognized and are 
used as a guide to safe diving time/ 
depth constraints. 

Since the amount of dissolved tissue 
gas gradually returns to the normal sea 
level amount over the 1 2 hours follow- 
ing a dive, the times for repetitive dives 
on the same day must be adjusted. Fig- 
ure 2 illustrates a nondecompression 
dive lasting 60 minutes and a second 
dive which is begun before the tissue 
nitrogen level has returned to normal. 
This additional tissue nitrogen re- 
maining at the beginning of a subse- 
quent dive is called the residual 
nitrogen. Since the second dive starts 
with some residual nitrogen, the time 
allowed for the second dive should be 
shortened by the time which would 
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Figure 2. Illustrates nitrogen on-gassing during repetitive dives. If a second dive is begun 
before the tissue nitrogen accumulated on the first dive has totally off-gassed (approxi- 
mately 12 hours), then the allowable time for a second dive must be shorted by the amount 
of time which would have been required to have accumulated the amount of "residual 
nitrogen" in only one dive. This time is known as the "Residual Nitrogen Time" (RNT) 
and is the lime between points (A) and (B). 



have been required (if it were a single 
dive) to obtain the tissue nitrogen 
equivalent to the amount left over 
from the first dive. This is called the 
residual nitrogen time and is the time 
between points (A) and (B). 

Reputable diving schools exhaus- 
tively teach the proper use of these 
tables and calculations for repetitive 
dives. Divers must always use these 
tables and follow their calculations. A 
common diving expression is "plan 
your dive and dive your plan!" Devia- 
tions from established depth/ time 
constraints can easily result in the 
diver exceeding a tissue supersatura- 
tion level and increase the risk of 
decompression sickness. 

Clinical Manifestation. Both the 
time course and the symptomatology 
of decompression cover a wide spec- 
trum. Symptoms are evident within an 
hour of surfacing in approximately 80 
percent of patients and within 4 hours 
in over 95 percent;(/7) symptoms of 
decompression sickness arising more 
than 12 hours alter a dive are very 
unusual. Recall from part 1 that the 
occurrence of a gas embolism is pre- 
sumed when the symptoms arise 
within 10 minutes alter surfacing. The 



most frequent error in treatment of 
decompression sickness is failure or 
delay in making the diagnosis. This 
often leads to delayed treatment, 
resulting in permanent sequelae 
instead of prompt resolution. 

Decompression sickness has cus- 
tomarily been divided into two catego- 
ries (Table 1 ): Type I which manifests 
as limb pain or with skin or lymphatic 
involvement, and Type II, also known 
as "serious" decompression sickness, 
which encompasses all other symp- 
toms. Although this classification is 
convenient, decompression sickness is 
dynamic and a patient initially pre- 
senting with Type I symptoms may 
progress to more serious manifesta- 
tions. Since treatment of each type is 
different, careful classification is 
important. 

Type I decompression sickness is the 
more common variety and describes 
the classic presentation of "pain only" 
bends. This includes only pain con- 
fined to the arms or legs which may be 
aggravated by movement and relieved 
by direct pressure on the area, i.e., with 
a sphygmomanometer cuff.(2, 17, 18, 
19) For classification as Type I, there 
should be no association with systemic 



symptoms and the pain should not be 
referred or confused with paresthesias 
or hypesthesias. The pain is usually 
peri-articular, involves the lower 
extremities three times more fre- 
quently than the upper extremities in 
divers,(77,/9) and ranges from mild 
discomfort (often called the "niggles") 
to severe pain. 

Skin symptoms are further divided 
into two groups: pruritis alone and 
skin marbling (cutis marmorata).(/#, 
19,20) Pruritis is usually encountered 
only after deep chamber dives where 
the diver is surrounded by compressed 
air and itching usually begins during 
decompression or shortly after reach- 
ing the surface. (20) Gas entering the 
sweat and sebaceous glands during 
compression is thought to form pru- 
ritic bubbles as the diver surfaces. {20) 
The itching of skin bends must be dif- 
ferentiated from the tingling of pares- 
thesias or hypesthesias which are 
serious symptoms. The pruritis may be 
somewhat relieved by direct pressure 
and, although usually localized, may 
involve a large area such as an ex- 
tremity or the torso but does not fol- 
low dermatomes. Pruritis is not 
considered a true form of decompres- 
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sion sickness and resolves rapidly 
without treatment. 

Marbling of the skin occurs when 
subcutaneous bubbles cause venous 
stasis. The symptoms most commonly 
occur over the torso and shoulders and 
commonly begin as intense itching 
which is followed by discoloration. 
(20) Erythema progresses to cyanotic 
mottling which may be linear or 
patchy, is nontender, characteris- 
tically blanches on direct pressure, and 
resolves rapidly when treated with 
recompression. Marbling is a true 
form of decompression sickness, indi- 
cating that tissue supersaturation has 
occurred, and may be a harbinger of 
systemic involvement and impending 
serious symptoms. 

Although uncommon, isolated lym- 
phatic symptoms occasionally occur 
as a result of lymphatic obstruction by 
bubbles. There is usually pain and 
swelling of lymph nodes or groups of 
lymph nodes with variable edema of 
the tissues normally drained by the 
affected nodes. Although recompres- 
sion usually produces rapid relief of 
the pain, swelling may persist for days. 

Type 11 decompression sickness in- 
cludes all other manifestations of 
evolved gas pathology. These are (1) 
pain elsewhere other than the extremi- 
ties, (2) any central nervous system 
sign or symptom, and (3) pulmonary 
manifestations (chokes). Pain else- 
where other than in the extremities, 
although not a serious symptom per 
se, may represent referred pain from 
visceral sites or spinal cord involve- 
ment. Therefore, pain in the head, 
neck, and torso should be classified as 
a Type II symptom and treated 
accordingly while observing for other 
serious symptoms. 

Unfortunately, there is no clear cen- 
tral nervous system symptom complex 
which is characteristic for decompres- 
sion sickness. Any neurologic symp- 
tom can be associated with the intra- 
and extra-vascular evolution of bub- 
bles anywhere in the nervous system. 
Spinal cord symptoms are most com- 
mon in divers while cerebral symp- 
toms predominate in aviation 
personnel. Paraplegia is the most com- 



mon presentation of a spinal cord "hit" 
and may be preceded by ascending 
numbness or paresthesias or a derma- 
tomal distribution of pain at approxi- 
mately the level where bubbles have 
accumulated. Cord lesions are most 
common in the lower thoracic region 
and are usually associated with 
bladder paralysis, urinary retention, 
fecal incontinence, and, occasionally, 
priapism. 

Cerebral decompression sickness 
can present with hard signs such as 
seizures, hemiplegia, or the common 
visual symptoms of scotomata, diplo- 
pia, tunnel vision, or blurring. Head- 
aches are also common and may 
mimic a migraine headache in severity. 
Any hard neurologic sign can result 
from evolution or accumulation of 
bubbles in any area or near any cranial 
nerve. Unconsciousness and shock 
represent global and fulminant mani- 
festations and are distinctly uncom- 
mon. Soft signs and symptoms, 
however, are very common and in- 
clude unusual fatigue, a sense of de- 
tachment from the surroundings 
(being within one's self or viewing the 
activities from a point removed from 
one's body), inappropriate or unchar- 
acteristic behavior, or any number of 
other variable presentations. 

The cranial nerves are not usually 
affected. If they are, labyrinthine or 
inner ear decompression sickness (the 
"staggers") is a common presentation. 
Either the cochlea or the vestibule can 
be involved and the patient often pre- 
sents with any combination of vertigo, 
nausea, vomiting, deafness, tinnitus, 
and nystagmus. Immediate treatment 
of the staggers is extremely important 
since prolonged obstruction of the 
small nutrient arteries supplying the 
inner ear structures could result in per- 
manent damage. 

Pulmonary decompression sickness 
(the "chokes") usually occurs within 
minutes (rather than hours) of surfac- 
ing and presents as a triad of sub- 
sternal pain, cough, and dyspnea. 
Substernal pain, usually the first 
symptom, is described as "burning" in 
nature, and is aggravated by deep 
inspiration. The cough is initially 



occasional but is easily evoked by 
cigarettes and may progress to uncon- 
trollable paroxysms. The substernal 
pain increases as the frequency of 
cough increases and dyspnea becomes 
superimposed. Although the chokes is 
relatively uncommon, its severity and 
prognosis make immediate treatment 
mandatory. Respiratory failure and 
shock are often the terminal events in 
pulmonary decompression sickness. 

Pathophysiology of Decompression 
Sickness. The fundamental cause of 
decompression sickness is the evolu- 
tion of bubbles within tissues and ves- 
sels. Tissues with an increased 
nitrogen content must release nitrogen 
to the blood which transports it to the 
lungs for elimination. When the 
ambient pressure is reduced too much 
or too rapidly, some tissues cannot dif- 
fuse their nitrogen into the blood fast 
enough and they become supersatu- 
rated, resulting in some nitrogen com- 
ing out of solution as bubbles. These 
bubbles can be interstitial, intralym- 
phatic, or intravascular and have their 
effect either mechanically (as they 
obstruct blood flow or distort tissue) 
or indirectly (through endothelial 
damage, protein denaturation, and 
altered blood coagulation). 

Although most cases of decompres- 
sion sickness are seen after SCUBA 
diving, a reduction in ambient pres- 
sure from 1 atmosphere to less than 
one-half of an atmosphere (a rapid un- 
pressurized ascent from sea level to an 
altitude greater than 1 8,000 feet above 
sea level) can also result in decompres- 
sion sickness. The mechanisms are 
identical and the symptomatology var- 
ies only slightly. 

The mechanical bubble effects are 
most prominent in spinal cord, brain, 
pulmonary, and, possibly, inner ear as 
well as peri-articular (pain only) 
decompression sickness. Analysis of 
spinal cord decompression sickness in 
dogs has revealed the following 
sequence:(27, 22,23) 

• Accentuated by slowed venous 
return, bubbles accumulate and coa- 
lesce in the epidural venous plexus. 

• Aided by an increase in blood coag- 
ulability (see below), these bubbles 
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TABLE 1. Decompression Sickness (DCS) Classification and Comparison With Gas Embolism 




Disorder 


Symptom Complex 


Pathology 


Treatment 


Type 
DCS 


[ - "Pain Only Bends" 


Pain confined to an extremity, usually 
peri-articular, aggravated by mo\e- 
mem often relieved by direct pressure 
(i.e., with sphygmomanometer cuff) 


Bubble evolution within non- 
distensible tissue (ligaments, 
tendons, bone) 


Table V Recompression 
Observe for serious sx 




Skin Pruritis 


Intense itching, begins during 
decompression or shortly thereafter, 
primarily with air dives in chamber, 
direct pressure may relieve 


Gas forced into sweat and 
sebaceous glands during dive 
evolves as bubbles on ascent 
(not true decompression sicknessl 


No Treatment 




Skin Marbling 


Itching, discoloration, cyanosis over 
affected area, blanches on pressure 


Subcutaneous bubble evolution 
causing local venous stasis 


Table V Recompression 
Observe for serious sx 




Lymphatic Symptoms 


Lymph node pain and swelling, tissue 
edema distal to affected nodes 


Bubble accumulation within 
nodes, mechanical obstruction 


Table V Recompression 
Observe for serious sx 


Type 
DCS 


II- All Other Pain 


Pain elsewhere other than extremi- 
ties 


May represent referred pain from 
visceral sites or spinal cord 
involvement 


Table VI Recompression 
Observe for other sx 




Central Nervous System 


ANY hard or soft neurologic symp- 
tom; paralysis, sensory deficit, seizures. 
extreme fatigue, change in personality. 
headache, visual symptoms, etc. 


Bubble evolution or accumulation 
anywhere in brain, spinal cord. 
or cranial nerves 


Table V] Recompression 




Labyrinthine 


A CVS symptom also known as "stag- 
gers": any 8th nerve symptom: i.e., 
unsteadiness, vertigo, tinnitus, deaf- 
ness, nystagmus 


Bubbles obstructing labyrinth 
nutrient arteries, endolymph 

bubbles 


Table VI Recompression 




Pulmonary (Chokes) 


Increasing substernal burning pain 
begins within minutes of surfacing, 
cough and progressive dyspnea fol- 
low; often associated with respiratory 
failure and shock 


Accumulation of bubbles within 
pulmonary arterial tree 


Table VI Recompression 




Gas Embolism 


Any CNS symptom on ascent or u rr/j- 
in 10 minutes afliT surfacing, can 
be rapidly progressive to circula- 
tory collapse 


Alveolar overpressurization 
with resultant free arterial 
air in cerebral and coronary 
circulation 


Table VIA Recompres- 
sion 

Life support measures 
as required 





progressively obstruct epidural verte- 
bral veins. 

• Accumulation of bubbles in the pul- 
monary vasculature causes an increase 
in pulmonary artery pressure, in- 
creased mean central venous pressure, 
and increased central venous pressure 
fluctuations in response to varying 
intrathoracic pressure. When trans- 
mitted to the epidural veins, these 
pressure changes further slow blood 



flow and enhance obstruction of the 
epidural veins by bubbles. 
• Venous cord infarct eventually 
occurs. Hemorrhagic white matter in- 
farcts often occur at multiple levels 
with relative sparing of gray matter. 
(24,25) 

The mechanical bubble effects that 
produce pulmonary decompression 
sickness are attributed to accumula- 
tion of gas bubbles in the pulmonary 



arterial tree. Doppler studies have 
demonstrated the presence of pulmo- 
nary bubbles in asymptomatic men 
and in decompressed dogs who, 
although asymptomatic, have in- 
creases in pulmonary artery and pul- 
monary wedge pressures, increased 
pulmonary vascular resistance, and 
decreased cardiac output. (26) With 
further bubble accumulation, tachyp- 
nea occurs early and is closely fol- 
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lowed by increases in pulmonary 
artery systolic and diastolic, right ven- 
tricular systolic, and right ventricular 
end diastolic pressures, as well as 
decreases in cardiac output and arte- 
rial P0 2 -(27,28,29) Decreased 
dynamic compliance and increased 
pulmonary vascular resistance have 
also been reported.(JO) In addition, 
symptoms similar to those seen in pul- 
monary decompression sickness have 
been produced by inadvertent venous 
injection of air, (31) Although adult 
respiratory distress syndrome 
(ARDS) has been associated with pul- 
monary decompression sickness, it is 
distinctly uncommon. (32) 

Type I (pain only) decompression 
sickness has also been attributed to the 
mechanical effect of gas bubble evolu- 
tion within nondistensible tissue such 
as tendons and ligaments.(JJ) 

Although most of the clinical mani- 
festations of decompression sickness 
are attributed to the mechanical effects 
of bubbles as they obstruct blood flow 
and distort tissue, there are also many 
indirect effects caused by the blood- 
bubble surface activity interaction. 
Globular plasma protein denaturation 
has been reported, (34,35) which 
results in release of free phospholipids, 
cholesterol, triglycerides, and free 
fatty acids. Since coalescence of these 
lipids into globules has been observed, 
these globules may contribute to vas- 
cular obstruction. 

Investigators have demonstrated an 
increase in the number of free circulat- 
ing endothelial cetls(Jo",57) and 
endothelial cells involved in platelet 
clumps(J<5) as well as histologic evi- 
dence of focal endothelial cell Ioss(J7) 
in swine decompression sickness. The 
denuded areas may be sites for platelet 
adhesion and fibrin deposition, 
further contributing to vascular 
obstruction. 

Studies of blood coagulation 
changes in decompression sickness 
have produced many interesting find- 
ings. Bubbles accelerate clotting in 
whole blood and cell-free plasma in 
vitro as a suspected result of Hageman 
factor activation. (38) A fall in circulat- 
ing platelets, alterations in the PTT 



and factors V and VIII, and an in- 
crease in fibrin split products have 
been demonstrated after decompres- 
sion in rats.(J9) Platelet and fibrino- 
gen consumption increase even in 
asymptomatic divers.(40, 4 J, 42,43) An 
intravascular bubble acts as a nidus for 
platelet adherence and aggregation, 
further obstructing blood flow. (40) 
Coating of red blood cells with dena- 
tured protein can cause red blood cell 
clumping, thereby increasing blood 
viscosity and promoting stasis. (44) 
Since venous blood flow is already 
slow, any further slowing could result 
in venous clotting with a consequent 
increase in capillary filtration pressure 
leading to interstitial edema and loss 
of plasma volume — a vicious cycle! 
(44.45) 

Most cases of decompression sick- 
ness which are treated with recompres- 
sion relatively early show rapid and 
complete improvement of all symp- 
toms and recover without residua. 
This indicates that the indirect effects 
described above do not occur rapidly. 
These effects arc important, however, 
in those patients who are left with per- 
manent sequelae, either because treat- 
ment was delayed or the pathologic 
insult was too great. There is also a 
middle spectrum of patients who have 
slowly resolving symptoms; in these 
patients, the indirect effects had prob- 
ably begun prior to treatment and 
their pathologic course requires time 
to reverse. 

Decompression Sickness Treat- 
ment. Early recognition and treatment 
of decompression sickness is essential 
for resolution without sequelae. Even 
divers stricken with the most severe 
effects of decompression sickness can 
recover totally with prompt recom- 
pression, while delay can result in life- 
long disability. 

Experience has shown that aggres- 
sive initial treatment can significantly 
contribute to successful recovery. Pa- 
tients with Type 1 decompression sick- 
ness will only require reassurance, oral 
fluids, and immediate transport to a 
recompression facility, but patients 
with Type II usually will require early, 
more vigorous supportive and thera- 



peutic measures. The initial treatment 
guidelines for Type II differ only 
slightly from those for arterial gas 
embolism: 

• Assure adequate airway, ventila- 
tion, and circulation. NOTE: Endotra- 
cheal tubes or foley catheter cuffs must 
be filled with water to avoid volume 
changes during recompression 
treatment. 

• Administer 100 percent oxygen by 
the most efficient means (rebreathing 
mask if not intubated). 

• Treat dysrhythmias or cardiac 
arrest with the ACLS protocol; dys- 
rhythmias caused by bubble evolution 
into coronary arteries will tend to be 
refractory to treatment until the bub- 
ble is reabsorbed or reduced in size by 
recompression. 

• Treat hypotension with pressors 
such as dopamine in doses of 1-10 
ug/ kg/ min to increase coronary artery 
blood flow, cardiac output, and renal 
blood flow without increasing 
myocardial oxygen demand. 

• Administer a bolus of dexametha- 
sone (10-12 mg IV) followed by a 
maintenance dose of 4-6 mg every 6 
hours. 

• A foley catheter should be inserted if 
the patient is unconscious or there is 
urinary retention. 

• Intravenous crystalloid with glucose 
should be started through a large bore 
catheter at a rate of 250-500 ml/ hour; 
plasma expanders will also help pre- 
vent some of the effects of hemocon- 
centration and thrombus formation. 
Fluid input and output should be 
monitored. 

• Valium may be administered in 5 mg 
IV boluses to a maximum dose of 30 
mg for control of seizure activity as 
well as for sedation and to increase 
compliance with an endotracheal tube. 
Barbiturates are the drugs of second 
choice. 

• Hypertonic solutions such as man- 
nitol should NOT be routinely used 
because of the risk of a rebound 
increase in intracranial pressure. Their 
use should be reserved for cases of 
impending herniation. 

• Transport the patient in the supine 
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position (see Part I for amplifying 
information). Ground transportation 
is prel erred but, if air transportation is 
used, cabin altitude pressurization 
should be kept as close to sea level as 
possible or below 500 feet altitude 
above the site of injury for helicopters 
and unpressurizcd aircraft, consistent 
with safety of flight. (46) 

Recompression is the mainstay of 
decompression sickness therapy and, 
although the details of recompression 
therapy will be handled by a specially 
trained treatment team at the recom- 
pression facility, the brief description 
which follows is presented as an over- 
view. The U.S. Navy Diving Man- 



ual /6) is the authoritative guide for 
treatment of decompression sickness 
and details the use o( a variety of 
recompression profiles. The vast 
majority of treatments arc performed 
using either Treatment fable V or VI 
in dry chambers, most of which can 
accommodate a couple of patients as 
well as the mandatory attendant. 
These tables describe recompression 
chamber operations which bring the 
patient to an initial treatment depth of 
60 FSW (2.8 ATA) where 100 percent 
oxygen is breathed (usually for 20- 
minute periods separated by 5-minute 
air breathing breaks to prevent pulmo- 
nary oxygen toxicity). After a variable 
time, a slow transition is made to 30 



FSW where oxygen and air breathing 
is again alternated. After a variable 
time at 30 FSW, the patient is slowly 
brought to sea level pressure. The dif- 
ference between Table V and Table VI 
is the length of time the patient 
remains at the 60 and 30 FSW depths; 
a Table V treatment is usually com- 
pleted in less than 140 minutes whereas 
Table VI requires at least 270 minutes. 

The three objectives in recompres- 
sion therapy are to (I) reduce the size 
of the bubble. (2) promote bubble re- 
absorption, and (3) prevent further 
bubble evolution. Reduction in bubble 
size is important initially and is 
accomplished purely by the increase in 
ambient (chamber) pressure and re- 
sults in relief of vascular obstruction 
and tissue distortion, thereby enhanc- 
ing reperfusion and oxygenation. In- 
travascular gas is compressed into a 
spherical shape and reduced in size, 
promoting distal migration and reduc- 
tion in the size of the ischemic area. 
(47,48,49) Bubble reabsorption is also 
augmented by the increase in ambient 
pressure as the partial pressure of the 
nitrogen within the bubble exceeds the 
partial pressure of nitrogen in the sur- 
rounding tissue, increasing the diffu- 
sion drive. (50, 51} Breathing 100 
percent oxygen washes out tissue 
nitrogen, enhancing diffusion by 
further widening the nitrogen partial 
pressure difference between the tissue 
and the bubble. 

Based on the patient's response to 
recompression treatment, the tables 
are often modified by the chamber 
operators, usually lengthening themto 
provide added treatment time. Occa- 
sionally, treatment must be extended 
so long to prevent symptom recur- 
rence that movement from 60 FSW to 
30 FSW or from 30 FSW to the surface 
cannot be done without risking further 
bubble evolution. In this case, the dive 
may become a "saturation dive" which 
can be extended almost indefinitely at 
any depth, terminating with a very 
slow ascent accomplished over many 
hours or days. Multiple treatments are 
often required if symtpoms persist; in 
which case, therapeutic benefit is 
primarily derived from tissue hyper- 
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oxygenation rather than the hyper- 
baric effects. (52, 53,54) 

Adjuvant drugs are used during 
recompression treatment. These drugs 
should never substitute for recompres- 
sion and are not necessarily useful in 
each case. Although many drugs have 
theoreticaliy beneficial actions, their 
usefulness in the complicated patho- 
logic process of decompression sick- 
ness should not be assumed. Oxygen 
has been unequivocally shown to be of 
significant benefit by enhancing tissue 
oxygenation, reducing cerebral 
edema, and washing nitrogen out of 
tissues to increase the bubble; tissue 
diffusion gradient. 

Intravenous fluid therapy is a neces- 
sary adjunct in all cases of Type II 
decompression sickness because fluid 
loss, hemoconcentration, and in- 
creased blood viscosity promote vas- 
cular occlusion. (44, 45,55,56,57) A 
crystalloid such as Ringer's lactate or 
normal saline with glucose can be used 
initially, the fluid for volume and glu- 
cose as a metabolic substrate. The 
fluid replacement in normotensive 
patients should be delivered at 250-500 
ml,/ hour while monitoring blood pres- 
sure, hematocrit, and urinary output. 
Fluid replacement should not be so 
vigorous that pulmonary edema re- 
sults from fluid overload. If hypoten- 
sion arises, colloid replacement should 
be considered based on the clinical pic- 
ture, hematocrit, and urinary output 
which should be at least 0.5 
ml/ kg/ hour. Dextran has been suc- 
cessfully used as a volume expander, 
and it also has an anticoagulant effect. 
Both dextran 40 (40,000 molecular 
weight) and dextran 70 (70,000 molec- 
ular weight) have similar volume 
expanding properties; dextran 40 acts 
slightly more rapidly than dextran 70 
but is more rapidly cleared by the kid- 
neys. (58,59) Both dextran 40 and dex- 
tran 70 cause decreased platelet 
adhesiveness, decreased levels of 
platelet factor 3, decreased vascular 
sludging, and act to coat platelet, red 
blood cells, and vascularendothelium. 
(58) The use of dextran, however, is 
controversial(57) and, although low, 
the risk of side effects such as fluid 



overload, renal failure, and anaphy- 
laxis are of concern. (58, 59) 

Since they are effective in trauma 
and brain tumor cases, steroids are 
recommended to decrease brain and 
spinal cord swelling. (60,61) Dexa- 
methasone should initially be adminis- 
tered as an intravenous dose of (0-12 
mg, followed by 4 mg either IV or I M 
every 4 hours. Unfortunately, the effi- 
cacy and exact dosage regimen has not 
been experimentally or clinically 
established for decompression sick- 
ness. 

Shock associated with decompres- 
sion sickness should be managed ini- 
tially with fluids since the underlying 
pathology is intravascular fluid loss 
and loss of spinal cord control of 
vasomotor tone. Ephedrine in a 10-15 
mg bolus may successfully temporize 
during transport to a chamber. 
Dopamine can be used in the I -10 ug/ 
kg/ min dosage range to increase coro- 
nary artery blood flow, cardiac out- 
put, and renal blood flow without 
increasing myocardial oxygen 
demand. If shock persists despite 
dopamine therapy, epinephrine, neo- 
synephrine, or levophed may also be 
used. 

Although valium may cause respira- 
tory depression, it is useful in control- 
ling vertigo, nausea, and vomiting 
associated with labyrinthine decom- 
pression sickness. It will also help con- 
trol seizures, decrease patient agita- 
tion, and increase compliance with 
intubation. Valium should be used 
with caution since it may delay treat- 
ment by masking a progression of 
labyrinthine symptoms. 

Antiplatelet agents such as aspirin 
and dypridamole (and their analogs) 
may be effective in prevention of 
decompression sickness because of 
their actions on platelet kinetics but 
their efficacy in treatment has not been 
confirmed. (4J.62.63, 64,65) The use of 
heparin and other anticoagulants has 
been examined by many investigators 
(39,56.62.66,67,68.69,70,71) with in- 
conclusive results. In cases of labyrin- 
thine decompression sickness, 
anticoagulants (including dextran) are 
contraindicated since hemorrhage is 



thought to be important in its 
pathogenesis. (70) 

After Treatment. Patients should be 
admitted to a hospital for overnight 
observation following any recompres- 
sion treatment. Any recurrent or new 
symptom following treatment is auto- 
matically classified as Type II, a 
serious symptom, and the treatment is 
recompression on Table VI. Steroid 
therapy should be continued for 5-7 
days with gradual tapering. The 
patient should not dive for at least I 
week after a Type I hit and at least 30 
days following a Type II hit. Repeated 
Type I hits should not preclude reex- 
posure, but a second Type II episode 
should warrant critical evaluation of 
the patient's fitness for further diving! 
Use of an Alternate Inert Gas. To 
extend deep dive times, professional 
divers often use helium instead of 
nitrogen as the inert gas component of 
the breathing mixture. Helium is light, 
is easy to breathe, and has low solubil- 
ity and high diffusivity, therefore 
making it easy to eliminate and super- 
saturation less likely lo occur. (72) 
Decompression sickness can occur 
with helium-filled bubbles but less 
often than with nitrogen on the same 
dive profile. The use of helium also 
eliminates the problem of nitrogen 
narcosis (see below) during dives 
deeper than 100 FSW. 

Another advantage of using a 
helium and oxygen mixture is that the 
relative concentration of oxygen can 
be varied, allowing lower oxygen con- 
centrations to be used on deeper dives, 
diminishing the risk of pulmonary 
oxygen toxicity from prolonged expo- 
sure to oxygen at high partial pres- 
sures. The biggest disadvantages of 
using helium are that divers become 
easily chilled because helium enhances 
heat transfer and that communication 
is hampered by the Donald Duck-like 
helium voice. 

Nitrogen Narcosis 

Nitrogen narcosis or "rapture of the 
deep" is the progressive intoxicating or 
anesthetic effect of nitrogen which in- 
creases with depth. Each 50 FSW has 
informally been equated to having one 
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martini: the "Martini Rule." With con- 
siderable individual variation, at 100 
FSW, a diver can begin to feel light- 
headed and euphoric, lose dexter- 
ity(7i) and reasoning ability(74) and 
have increased reaction times. (74) A 
diver can become disabled by the dis- 
orienting and euphoric effects of nitro- 
gen narcosis; he can lose his 
mouthpiece and be unable to find it, or 
even know which direction is up! 
Hypercapnia can accentuate the ef- 
fects( 75) and the only treatment is to 
ascend to a depth of relief. Divers who 
perform frequent deep dives breathing 
air can partially acclimatize to the nar- 
cotic effects of nitrogen. However, if 
deep dives are required, a better solu- 
tion is to change the diluent to helium 
instead of nitrogen. 

Shallow Water Blackout 

A technique commonly used by free 
divers (snorklers who are not using 
compressed air or an accessory breath- 
ing device) to stay submerged for pro- 
longed periods is to hyperventilatejust 
prior to their dive. This eliminates a 
large amount of COt , decreasing arte- 
rial pC02 —the primary respiratory 
driving force. (76) Decreasing the 
pCC>2 also results in cerebral vasocon- 
striction. As the diver descends, the 
increased ambient pressure results in a 
concomitant increase in arterial p02- 
Because the diver's respiratory drive 
has been suppressed, he tends to re- 
main at depth until either his hypoxic 
drive or the eventual accumulation of 
CO2 urges him to surface. The diver 
has remained conscious because the 
increased pC>2 at depth has maintained 
cerebral function but, as the ambient 
pressure rapidly decreases as he sur- 
faces, the arterial pC>2 falls precipi- 
tously and, coupled with the cerebral 
vasoconstriction, can result in ui^on 
sciousness prior to reaching the sur- 
face. Shallow water blackout is most 
common among experienced divers 
who have become accustomed to hold- 
ing their breath and tolerating excess 
arterial pCC>2 beyond normal limits. 
This potentially fatal problem can eas- 
ily be prevented by not hyperventilat- 
ing prior to a dive. 



In Conclusion 

Decompression sickness is a serious 
illness for which there is only one safe 
and efficacious treatment. Suspicion 
of decompression sickness should 
mandate recompression. Since the 
signs and symptoms are often subtle 
and confusing, any questions involv- 
ing diagnosis or initial management 
should be promptly referred to the div- 
ing physician at a hyperbaric facility. 
In addition, 24-hour consultation is 
also available from the U.S. Navy Ex- 
perimental Diving Unit in Panama 
City, FL, at (904) 234-4351, through 
Duke University's Diving Accident 
Network at (919) 684-8111, and from 
the Brooks Air Force Base hyperbaric 
treatment facility at (512) 536-3278. 
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Internship Selections 

Each year NAVMEDCOM receives about 500 intern- 
ship applications for a little more than half that number of 
available positions. This provides particularly keen com- 
petition in the selection process. In arriving at decisions the 
committee has available only what your references have 
submitted in writing. This is a challenge that all of you need 
to accept and do something about. Here are some tips: 

• When your internship application packet is received 
(about 1 May of the year preceding your graduation year), 
read it carefully and note the schedule of dates. Comply. 

• You can assure that your personal submission is on time 
but there are others who must also meet deadlines on your 
behalf. Be sure that they do so and, if you can, assure that 
their evaluations are thorough and describe you as an 
individual. Believe it or not we have received letters from 
one source on several students that were form letters with 
only the names changed. To say the least, these were of 
dubious value to the selection committee. 

• When you complete a Navy clerkship, speak to your 
graduate training office secretary about getting a copy of 
your evaluation forwarded to the Naval Health Sciences 
Education and Training Command (Code 14), Bethesda, 
for inclusion in your professional record. If you can, visit 
at least one hospital for an interview. These clerkship and 
interview reports are available to the selection committee. 

• Because of your academic accomplishments, all of you 
will be acceptable candidates for training and most of you 
will probably be very desirable candidates for any specialty 
program of your preference. Rightfully, an interviewing 
officer at a given naval hospital may tell you this. Please 
remember that such statements of desirability are not tan- 
tamount to selection. 

Caution: Fraud and substance abuse are not consistent 
with Navy policy and, at times, constitute criminal acts. 
We have recently experienced one case of drug abuse and 
one case of a documented fraudulent claim among our 
student community. The consequences have been very 
serious. 

Deferments 

The Navy's Active Duty Delay for Specialists (N ADDS) 
program was established as an integral part of the Navy's 
overall training plan. Participants are granted deferments 
from serving active duty obligations while undergoing spe- 
cialty training in the civilian sector. They serve without pay 
or allowances from the Navy and are free to accept the 
stipends and benefits paid to other trainees in their pro- 
grams. Personnel eligible to be considered for deferments 
are: 

• Graduating medical and osteopathic students who are 
not selected for Navy internships. 

• Program participants who are deferred for civilian 



internship and who are not selected for continued training 
Navy programs. 

• I nterns ( U SN R only) who are not selected/or continued 
training in Navy programs. 

• All other Reserve medical officers on active duty who 
are not selected for Navy training. 

There is no additional obligated service required for 
participation in the NADDS program. However, officers 
serving on active duty who are released for civilian training 
in a deferred status must sign an agreement that when 
recalled to active duty they will serve for a minimum period 
of 2 years. This is not considered to be an obligation but is a 
minimum term of service. Officers who are recalled and 
have at least 2 years remaining from a previous obligation 
are required to serve only that obligation. 

While serving in the NADDS program officers remain 
eligible for promotion and many are considered by inactive 
Naval Reserve selection boards. Unfortunately, the 
records of most of this group usually contain very little 
information on which the board can base a determination 
as to the officers' fitness for promotion. Laws and regula- 
tions are very clear and restrictive as to what can be entered 
into an official record and by whom. In order to obviate 
the nonselection of the participant, based solely on a lack 
of performance reports in his/ her record, the Naval Medi- 
cal Command will submit not-observed performance (fit- 
ness) reports on all NADDS officers. Those reports will 
identify the officer, explain what he is doing and why. 
Selection boards may not select NADDS officers for pro- 
motion, but at least the board members will have an under- 
standing of the officers status. 

Each year all officers are required to reconfirm that they 
are training in an approved program in the specialty for 
which selected for deferment. Maintaining communica- 
tion with this group is not difficult because we know where 
they are. However, medical students who go directly into 
the NADDS program and their first year of training is an 
internship and not a part of the specialty program are, at 
times, hard to find. It is very important that all obligated 
medical officers keep Code 544, Naval Medical Command, 
Washington, DC 20372-5121 advised at all times of their 
mailing address and the type, place, and inclusive dates of 
their training programs. 

General 

Commissioned naval officers can administer oaths and 
witness official documents in the conduct of official busi- 
ness. As a scholarship student or a member of the NADDS 
program, you are a commissioned officer. During your 
term in the Navy, it will be necessary that you sign docu- 
ments (internship agreements, deferment agreements, etc.) 
that require a witness to your signature. This can be done 
by any commissioned officer, including a fellow scholar- 
ship student, or by a notary public. □ 
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MSC Anniversary Ball 

The Navy Medical Service Corps will celebrate their 38th anniver- 
sary 3 Aug 1985 at the Bethesda Officers' Club, located on the 
compound of the Naval Medical Command, National Capital 
Region, Bethesda, MD. All Medical Department officers, active, 
Reserve, and retired, are invited. 

This year's theme, "38 Years of Medical Service Corps Magic," 
highlights both the Corps' length of service to the Nation, and their 
worldwide structure and commitments to the Fleet. 

Reservations are required. Tickets are $15,00 per person for 
WO/ ENS/ LTJG and guests, $20.00 per person for LT/LCDR and 
guests, $25.00 per person for CDR/above and guests, and $25.00 per 
person for civilians. For information, call LCDR Sheila Weinberg at 
(Autovon or Commercial) 295-0342. 
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